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MYADEC 


<~Sa > -potency vitamin formula with minerals 


ehelps to prevent or correct hs, Si vitamin deficiencies 
esupplies various minerals normally present in body tissue 


Kach MYADEC Capsule provides: Vitamins: Vitamin By crystalline— 
5 meg.; Vitamin Bg (riboflavin)—10 mg.; Vitamin Bg (pyridoxine 
hydrochloride)—2 mg.; Vitamin B,; mononitrate—10 mg.; Nicotinamide 
(niacinamide)—100 mg.; Vitamin C (ascorbic acid)—150 mg.; Vita- 
min A—25,000 units (7.5 mg.); Vitamin D—1,000 units (25 meg.); 
Vitamin E (d-alpha-tocopheryl acetate concentrate)—5 I.U.; Minerals 
(as inorganic salts): lodine—0.15 mg.; Manganese —1 mg.; Cobalt 
—0(.1 mg.; Potassium—5 mg.; ; Molybdenum—0.2 lron— 15 
Copper—1 mg.; Zinc—1.5 mg.; Magnesium—6 mg.; Caleium—105 


mg.; Phosphorus — 80 mg. ‘ 
Supplied: Bottles of 30, 100, and 250... _LEARKE-DAVIS 


PARKE, DAVIS & COMPANY, Detroit 32, Michigan 
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Acts as well 
in people ist 


neutralizes 


a 
aS in 40 to 50 per cent 


faster— 


test tubes 


Neutralization 
with new Creamalin 


3.8 3.9 
3.5 
Neutralization 
t with standard aluminum 3.1 
hydroxide 
2.5 
2.0 
Following determination of basal secretion 
intragastric pH was determined continuously by means of 
frequent readings over a two-hour period. 
Minutes 20 40 60 80 100 120 
Antacid Tablets 


Buffers fast'* for fast relief of pain— 
takes up more acid 
Heals ulcer fast—action more prolonged in vivo 


Has superior action of a liquid, with the 
convenience of a tablet* 

Each new Creamalin antacid tablet contains 320 mg. of specially 
processed, highly reactive dried aluminum hydroxide gel (stabilized 
with hexitol) with 75 mg. of magnesium hydroxide. New Creamalin 
tablets are pleasant tasting and smooth, not gritty. They do not cause 
constipation or electrolyte disturbance. 

Dosage: Gastric hyperacidity — from 2 to 4 tablets as needed. 

Peptic ulcer or gastritis— from 2 to 4 tablets every two to four hours. 
How Supplied: Creamalin Tablets, bottles of 50, 100, 200 and 1000. 
Also available: New Creamalin Liquid (1 teaspoon=1 tablet), 
bottles of 8 and 16 fl. oz. 

References: 1. Schwartz, I. R.: Current Therap. Res. 3:29, Feb., 1961. 


2. Beekman, S. M.: J. Am. Pharm. A. (Scient. Ed.) 49:191, April, 1960. 
3. Hinkel, E. T., Jr.; Fisher, M. P., and Tainter, M. L.: J. Am. Pharm. A. 


e (Scient. Ed.) 48:381, July, 1959. 4. Data in the files of the Department 
LABORATORIES of Medical Research, Winthrop Laboratories. 5. Hinkel, E. T., Jr. ; Fisher, M. P., 
New York 18, N.Y. and Tainter, M. L.: J. Am. Pharm. A. (Scient. Ed.) 48:384, July, 1959. 
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ADVERTISEMENTS 


“ALL PHYSICIANS] 
ARE WELCOME 


Recognizing that the exchange of ideas is fundamental to medical progress, Lederle 
continues its Symposium program with the 10th year of scheduled meetings. Through 
these Symposia, sponsored by medical organizations with our cooperation, over 50,000 
physicians have had the opportunity to hear and question authorities on important 
advances in clinical medicine and surgery. You have a standing invitation to attend any 
of these Symposia with your wife, for whom a special program is planned. 


ANOTHER YEAR OF SYMPOSIA... 


PROVIDENCE, RHODE ISLAND 
Wednesday, November 1, 1961 
The Colony Motor Hotel 


HARRISBURG, PENNSYLVANIA 
Thursday, November 9, 1961 
The Penn Harris Hotel 


JACKSONVILLE, FLORIDA 
Sunday, November 12, 1961 
The Robert Meyer Hotel 


ALLENTOWN, PENNSYLVANIA 
Wednesday, November 15, 1961 
The Americus Hotel 


SOMERVILLE, NEW JERSEY 
Thursday, November 16, 1961 
The Far Hills Inn 


NASHVILLE, TENNESSEE 
Wednesday, November 29, 1961 
Meharry Medical College 


EDINBURG, TEXAS 
Saturday, December 2, 1961 
The Echo Motor Hotel 


WACO, TEXAS 
Sunday, December 10, 1961 
The Holiday Inn 


Plans for 1962 already include 
the following Symposia, with 
more being arranged: 


MOBILE, ALABAMA 
Friday, January 5, 1962 
The Admiral Semmes Hotel 


ST. PAUL, MINNESOTA 
January 8, 1962 
The Hotel Lowry 


PORTLAND, OREGON 
Wednesday, January 24, 1962 
The Sheraton-Portland Hotel 


ANCHORAGE, ALASKA 
Saturday, February 24, 1962 
The Westward Hotel 


WINCHESTER, VIRGINIA 
Wednesday, March 14, 1962 
The Lee-Jackson Hotel 


SIOUX CITY, IOWA 
Thursday, March 15, 1962 
The Sheraton-Martin Hotel 


SPOKANE, WASHINGTON 
Saturday, June 2, 1962 
The Davenport Hotel 


LABORATORIES, a Division of AMERICAN CYANAMID COMPANY, Pear! River, N.Y. 
Pian now to attend the A.M.A. Clinical Session in Denver, November 27-30 
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distress 


relieve sneezing, runny nose | 
ease aches and pains 


lift depressed feelings 


reduce fever, chills 
i CHLOR-TRIMETON® 
(brand of chlorpheniramine maleate) 


or Medical Services Department, 7 
Schering Corporation, Bloomfield, N. J. 


a available on prescription only 
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SPECIAL COUGH FORMULA 


for Children 
SOOTHING DECONGESTANT AND EXPECTORANT 


Trademark 


Each teaspoon (5 cc.) contains: Codeine phosphate........... 5.0 mg. 


Neo-Synephrine® hydrochloride .. 2.5 mg. 
(brand of phenylephrine hydrochloride) 


Chiorpheniramine maleate ...... 0.75 mg. 
Potassium iodide ........... 75.0 mg. 


Bright red, pleasant tasting, 
raspberry flavored syrup 


Children from 6 months to 1 year, 
1/4 teaspoon; 1 to 3 years, 1/2 to 
1 teaspoon; 3 to 6 years, 1to 2 
teaspoons; 6 to 12 years, 2 tea- 
spoons. Every four to six hours as 
needed. 


How Supplied: 
Bottles of 16 fl. oz. 


.Exempt Narcotic 


LABORATORIES 


New York 18, N.Y. 
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Dosage: 
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HOW 


CARTRAX 
OFFERS 
BETTER PROTECTION 
AGAINST ANGINA PECTORIS 
THAN VASODILATORS 
ALONE: 


ATARAX* 
CUTS DOWN | 
ON CORONARY 


DEMAND DUE TO 
TENSION AND 
ANXIETY 


TOGETHER—IN CARTRAX... 


they decrease “length, severity, and amount of angina pectoris” in 
anxious Cardiacs.! 

Give your angina patient better protection by balancing supply and 
demand...with CARTRAX. 

note: Should be given with caution in glaucoma. 


dosage: Begin with 1 to 2 yellow CARTRAX “10” tablets (10 mg. PETN plus 
10 mg. Atarax) 3 to 4 times daily. When indicated, this may be increased by 
switching to pink CARTRAX “20” tablets (20 mg. PETN plus 10 mg. Atarax). 
For convenience, write “CARTRAX 10” or “CARTRAX 20.” 

Supplied in bottles of 100. Prescription only. 


1. Clark, T. E., and Jochem, G. G.: Angiology 11:361 (Aug.) 1960. 
*brand of hydroxyzine **pentaerythritol tetranitrate 


New York 17, N.Y. 
Division, Chas. Pfizer & Co., Inc. 
Science for the World’s Well-Being® 
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Tareyton delivers the flavor. 


THE TAREYTON RING 
MARKS THE REAL THING! 


The difference is this: Tareyton’s Dual Filter gives you a 
unique inner filter of ACTIVATED CHARCOAL, definitely proved to 
make the taste of a cigarette mild and smooth. It works together with 
a pure white outer filter—to balance the flavor elements in the smoke. 


Tareyton delivers—and you enjoy—the best taste of the best tobaccos. 


LAN CV fon 


Product of She Amurican Jobaceo Company is our middle name” 7.00. 


| different! | 
, Here’s one filter cigarette that’s really different! 
Pare white 
| 
outer filter 
| ACTIVATED 
CHARCOAL 
* ; 
QV? 10 


When patients are older, debilitated, or just plain finicky 
...give them a vitamin tablet they can swallow 


This is just another “plus” when you specify an 
Abbott Vitamin. The Filmtab coating cuts tablet 
size as much as 30%. Bulky sugar coats and sub- 
coats aren’t needed, and aren't used. 


It isn’t very hard to prove this point of compact- 
ness. You can check it for yourself in seconds by 
comparing the Filmtab coated products on the fol- 
lowing page with any similar sugar-coated tablets. 


Perhaps you may wonder how a coating so micro- 
scopically thin can protect the stability of a product. 
The fact is that stability is actually enhanced. Un- 
like sugar coatings, the Filmtab covering is ap- 
plied without water. There is virtually no chance of 
moisture degradation to nutrients. Jn short, Filmtab 
coatings help make tablets better; =m 
make tablets better for each patient. © 


@FILMTAB—FILM-SEALED TABLETS, ABBOTT 107033 
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Easy 


to 


take 


That’s one thing about Abbott vitamins. People like taking them. They’re smaller. You 
don’t smell and taste the vitamins. And, the bottle stays right on the table. Easy to take. 


ACTUAL SIZE 


OF EACH 
FILMTAB® 


DAYALETS® Abbott’s maintenance 
multivitamin formula. 


DAYALETS-M® Abbott’s maintenance 
vitamin-mineral formula. 


Ideal for the nutritionally run-down, or 
as prophylaxis for people who are on 
restricted diets. 


OPTILETS® Abbott’s therapeutic mul- 
tivitamin formula. 


OPTILETS-M® Abbott’s therapeutic 
vitamin-mineral formula. 


Excellent for use when bodily stresses 
and requirements are increased, as in 
periods of illness or infection. 


TM —TRADEMARK 107034 


FILMTAB — FILM-SEALED TABLETS, ABBOTT. 


SURBEX-T™ Abbott’s high-potency 
B-Complex formula with 500 mg. of 
vitamin C. 

SUR-BEX® WITH C Smaller dosage 
of the essential B-Complex and C. 

For the build-up in convalescence. 
Therapeutic replenishment in the eas- 
iest manner possible. 


Attractive daily- 
reminder table bottles 


at no extra cost. 


Vitamins 
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Why do we say Mysteclin-F is decisive in infection? 


because. ..it contains phosphate-potentiated tetracycline 


for prompt, dependable broad spectrum antibacterial action. 


because...it contains Fungizone, the antifungal antibiotic, 


to prevent monilial overgrowth in the gastrointestinal tract. 


Mysteclin-F resolves many respiratory, genitourinary and gastrointestinal infections—as well as such 
other conditions as cellulitis, bacterial endocarditis, furunculosis, otitis media, peritonitis, and septi- 
cemia. It combats a truly wide range of pathogenic organisms: gram-positive and gram-negative 
bacteria, spirochetes, rickettsias, viruses of the psittacosis-lymphogranuloma-trachoma group. 
Available as: Mysteclin-F Capsules (250 mg./50 mg.) Mysteclin-F Half Strength Capsules (125 mg./25 mg.) Mysteclin-F 
for Syrup (125 mg./25 mg. per 5 cc.) Mysteclin-F for Aqueous Drops (100 mg./20 mg. per cc.) 

‘Mysteclin’®, ‘Sumycin’® and ‘Fungizone’® are Squibb trademarks. 


tee Squibb Quality — 
M Ste clin -} SQuisB the Priceless Ingredient 


Squibb Phosphate-Potentiated Tetracycline (sumyciy) plus Amphotericin B (FUNcIZONE) 
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CAPSULES, 150 mg., 75 mg. Dosage: Average infections— 
150 mg. four times daily. Severe infections—Initial dose of 
300 mg., then 150 mg. every six hours. 

PEDIATRIC DROPS, 60 mg./cc. in 10 cc. bottle with cali- 
brated, plastic dropper. Dosage: 1 to 2 drops (3 to 6 mg.) 

per pound body weight per day — divided into four doses. 
SYRUP, 75 mg./5 cc. teaspoonful (cherry-flavored). 
Dosage: 3 to 6 mg. per pound body weight per day—divided 
into four doses. 


bronchitis 
cystitis 


or other 
infections 


antibiotic therapy with 


PRECAUTIONS—As with other antibiotics, DEcLOMYcIN may 
occasionally give rise to glossitis, stomatitis, proctitis, nausea, 
diarrhea, vaginitis or dermatitis. A photodynamic reaction tc 
sunlight has been observed in a few patients on DECLOMYCIN. 
Although reversible by discontinuing therapy, patients should 
avoid exposure to intense sunlight. If adverse reaction or idic- 
syncrasy occurs, discontinue medication. 

Overgrowth of nonsusceptible organisms is a possibility wii 
DECLOMYCIN, as with other antibiotics, and demands that the 
patient be kept under constant observation. 


LEDERLE LABORATORIES, a Division of AMERICAN CYANAMID COMPANY, Pearl River, New York €%P 
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an added measure of protection 


MYCIN 


DEMETHYLCHLORTETRACYCLINE LEDERLE 


against relapse— up to 6 days’ activity on 4 days’ dosage 


against secondary infection— sustained high activity levels 


against “problem” pathogens— positive broad-spectrum antibiosis 


Plan now to attend the A.M.A. Clinical Session in Denver, November 27-30 
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AND WITH BAYER ASPIRIN, 
THERE’S NO 
“SEDATIVE HANGOVER.” 


There are, of course, a great many instances of 
sleeplessness in which the patient should be directed to 


take a sedative to induce sleep. 


But there are also many instances in which sleeplessness is 
caused by nothing more serious than minor aches and pains which 
can easily be relieved by one or two tablets of Bayer Aspirin. 
With physical discomforts gone, sleep comes naturally. 


And when Bayer Aspirin is used as a sleeping aid, 
patients never suffer the “sedative hangover” which so 
often follows an induced sleep. 


So remember, when minor aches and pains 
disturb your patients’ sleep, Bayer Aspirin doesn’t 
make them sleep; it lets 


them sleep, naturally, with BAYER 


” 
no “sedative hangover. ASPIRIN. 


| When minor aches and pains 
‘disturb your patients’ sleep... 
‘ 
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~ for your obstetric patients in pain, the narcotic of choice is) 


SUBJECT TO REGULATIONS OF THE FEDERAL BUREAU OF Mi 
DEMEROL (BRANO OF MEPERIDINE), TRADEMARK REG. 


LABORATORIES 
; NEW YORK 18, N. Y. 


Demerol is unsurpassed. 
100m 
four times at intervals of from 
‘ 
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DIET FOOD 
Fir Weight: Covtrol 


225 
CALORIES 


Because the SEGO DIET PLAN from Pet Milk “al 
Company has unique advantages ordinary diets lack: 4 
BUILT-IN ENCOURAGEMENT 

FREQUENT REWARDS 

GRATIFYING RESULTS 
The plan begins with new SEGO Liquid Diet Food 
— the improved liquid with: 

SUPERIOR FLAVOR 

10% MORE PROTEIN 

25% MORE VOLUME FOR 

INCREASED SATIETY 

At each step of the 4-phase graduated diet program 
more foods are added, ending with a well-balanced 
normal diet. 


Ask your Pet Milk representative for copies of the SEGO Diet 
Plan and your personal flavor samples—Banana, Orange, Choco- 
late and Vanilla? Or write Pet Milk Co., Dept. 115, St. Louis1,Mo.° 


“SEGO“—Reg. U. S. Pat. Off. Copr., 1961, Pet Milk Co, \ 


7 why Adoggethis diet work 
4 
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Calms the Tense, Nervous Patient 
in anxiety and depression 


The outstanding effectiveness and safety with which 
Miltown calms tension and nervousness has been 
clinically authenticated by thousands of physicians a -% 
during the past six years. This, undoubtedly, is one Clinically proven 


reason why meprobamate is still the most widely . 
prescribed tranquilizer in the world. in over 750 


Its response is predictable. It will not produce published studies 
unpleasant surprises for either the patient or the 
physician. Small wonder that many physicians have 


awarded Miltown the status of a proven, depend- Actsdependably—— 
without causing ataxia or 
altering sexual function 
e ® Does not produce 
] OW 9 Parkinson-like symptoms, 
< meprobamate (Wallace) ‘a liver damage or 
Usual dosage: One or two 400 mg. tablets t.i.d. agranulocytosis 
Supplied : 400 mg. scored tablets, 200 mg. 
sugar-coated tablets; bottles of 50. Also as 
tablets; and in sustained-release capsules as the mind or affect 
MEPROSPAN®-400 and MEPROSPAN®-200 normal 


(containing respectively 400 mg. and 
200 mg. meprobamate). 


WALLACE LABORATORIES 


Cranbury, N. J. 
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...-motion-stopping radiographic speed 
is built into every Patrician “200” 


With the G-E Patrician “200” diagnostic x-ray 
package, you can enjoy savings and still not 
sacrifice needed power. This is important. For, 
only ample x-ray output will assure you ex- 
posure speed sufficient to overcome common 
motion-blurring problems. The Patrician com- 
bination provides this and more in every detail 
for radiography and fluoroscopy. For example: 
full-size 81” tilting table . . . independent tube- 
stand . . . counterbalanced (not counterpoised) 
fluoroscopic screen or spot-film device . . . fine 
focus x-ray tube. . . fluoroscopic shutter-limit- 
ing device to confine radiation to screen area 


».. automatic x-ray tube overload protection. 

Ask about renting: Through the G-E 
Maxiservice® plan, you can have this com- 
plete Patrician “200,” plus maintenance, parts, 
tubes, insurance, and paid-up local taxes — 
all wrapped-up by a modest monthly fee. 
Details available from your G-E x-ray repre- 
sentative listed below. 


Progress fs Our Most Important Product 
GENERAL @ ELECTRIC 


DIRECT FACTORY BRANCH 
KANSAS CITY, MO. 
706 Westport Rd.° Jefferson 1-3505 


RESIDENT REPRESENTATIVES 


TOPEKA WICHITA 


E. E. RINK 


J. W. HELLER . E. 
710 Park Lane ¢ Central 4-0324 500 Fairway * AMherst 7-1053 
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New evidence* demonstrates the effectiveness of Terra- 
mycin in otitis media . . . another reason for the trend 
to Terramycin. 


In a series of 41 cases of otitis media, Terramycin not 
only “was often successful where other antibiotics 
had failed,” but also showed that “‘it is extremely well 
tolerated”; oral dosage for infants was 250 to 375 
mg. daily, for children, 500 mg. to 1 Gm. In many 
instances, oral therapy was preceded by intramus- 
cular injection of Terramycin. 


The authors concluded that “there is good reason 
to consider it [Terramycin] one of the most effective 
agents for treatment of infection of the upper respira- 


tory tract.” 


These findings confirm the continuing vitality and 
broad-spectrum dependability of Terramycin, as re- 
ported through more than a decade of extensive clini- 
cal use. 


OXYTETRACYCLINE WITH GLUCOSAMINE 


SYRUP PEDIATRIC DROPS 


125mg. per tsp. and 5mg. per drop (100 mg./cc.), respectively 


deliciously fruit-flavored aqueous dosage forms — 
conveniently preconstituted 


Science for the world’s well-being® 


3 
PFIZER LABORATORIES Division, Chas. Pfizer & Co., Inc. 
New York 17, N. Y. 


"Jacques, A. A., and Fuchs, V. H.: J. Louisiana M. Soc. 113:200, May, 1961. 


In brief | 


The dependability of Terramycin in daily practice 
is based on its broad range of antimicrobial 
effectiveness, excellent toleration, and low order 

of toxicity. As with other broad-spectrum 
antibiotics, overgrowth of nonsusceptible organisms 
may develop. If this occurs, discontinue the 
medication and institute appropriate specific 
therapy as indicated by susceptibility testing. 
Glossitis and allergic reactions are rare. Aluminum 
hydroxide gel may decrease antibiotic absorption 
and is contraindicated. 

More detailed professional information available on request. 


another reason why the trend is to 
Terramycin—versatility of dosage form: 


TERRAMYCIN Capsules— 
250 mg. and 125 mg. per capsule— 
for convenient initial or maintenance 
therapy in adults and older children 


TERRAMYCIN Intramuscular Solution— 
50 mg./cc. in 10 cc. vials; 100 mg. and 
250 mg. in 2 cc. ampules—preconsti- 
tuted, ready to use where intra- 
muscular therapy is indicated 
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THESE 36,000 

PEOPLE IN 
KANSAS NEED 
MEDICAL HELP 


ADVERTISEMENTS 


Heart disease, cancer, mental illness — everyone knows 
the nation’s three major medical problems. Do you 
know that alcoholism ranks fourth? In the state of 
Kansas there are at least 36,000 alcoholics. These 
people need medical help. No one is in a better posi- 
tion to initiate and supervise a program of rehabilita- 
tion than the physician who enjoys the confidence of 
the patient or the patient’s family. 


ONE FOR THE ROAD BACK: 


LIBRIUM 


AN IMPORTANT AID IN THE TREATMENT AND 
REHABILITATION OF THE PROBLEM DRINKER 


During and after an acute alcoholic episode, Librium 
relieves anxiety, agitation and hyperactivity, induces 
restful sleep, stimulates appetite and helps to control 
withdrawal symptoms. The complications of chronic 
alcoholism, including hallucinations and delirium 
tremens, can often be alleviated with Librium. 


During the rehabilitation period, Librium makes the 
patient more accessible, strengthening the physician- 
patient relationship. Librium therapy helps to reduce 
the patient’s need for alcohol by affording a construc- 
tive approach to his underlying personality disorders. 


Consult literature and dosage information, available 
on request, before prescribing. 


LIBRIUM® Hydrochloride —7-chloro-2-methylamino- 
D RO 5-phenyl-3H-1,4-b di. ine 4-oxide hydrochlorid 


E543) LABORATORIES Division of Hoffmann-La Roche Inc. 
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SCHWENKR 


because patients are more than arthritic joints... 
controlling inflammatory symptoms is frequently not enough! 


Even cortisone, with its severe hormonal reactions, can effectively control inflammatory and rheuma- 
toid symptoms. But a patient is more than the sum of his parts — and the joint is only part of a whole 
patient. Symptomatic control is but one aspect of modern corticotherapy, because what is good for the 


symptom may also be bad for the patient. 


( 
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Unsurpassed “General Purpose” and “Special Purpose’ Corticosteroid... 
Outstanding for Short- and Long-term Therapy 


ort 


riamcinolone Lederle 


(Knee Joint, Left: distal end of femur; Right: proximal end of tibia) 


ARISTOCORT is an outstanding “special purpose” steroid when the complicating problem is increased 
appetite and weight gain, sodium retention and edema, cardiac disease, hypertension or emotional 
disturbance and insomnia. 

ARISTOCORT provides unsurpassed anti-inflammatory control without sodium retention or edema — 
without the undesirable psychic stimulation and voracious appetite. 


Supplied: Scored tablets (three strengths), syrup, parenteral and various topical forms. Request complete information on indications, 
dosage, precautions and contraindications from your Lederle representative, or write to Medical Advisory Department. 


t Lederte) LEDERLE LABORATORIES : A Division of AMERICAN CYANAMID COMPANY : Pearl River, New York 
Plan now to attend the A.M.A. Clinical Session in Denver, November 27-30 
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drugs anonymous 


One of the several hastily conceived and potentially dangerous suggestions for 
reducing drug costs is generic-name prescribing. The proponents of generic-name 
prescribing claim that it will lower drug costs significantly and—through supervision 
by the Federal Government—provide quality equivalent to that of trademarked 
drugs. We maintain that these claims are false. Here are some authoritative answers 


to the principal questions posed by generic-name prescribing. 


How much money would be saved if all prescriptions were written 
for generic-name drugs? 

“The [Rhode Island] Division of Public Assistance examined 10,000 drug prescrip- 
tions for welfare recipients for the purpose of determining the actual savings . . . of 
generic versus trade-name drugs. The drugs had cost $28,000. Substituting generic 
drugs whenever possible would have provided a saving of less than 5 per cent. 
Syracuse has made a similar study of drug costs with comparable results.” 


Rhode Island Medical Journal, 
January, 1961 


Are the savings worth the risk of sacrificing quality? 
**, . . it is unsafe [to prescribe generically] because there is not sufficient policing of 


our standards... .” 
Lloyd C. Miller, Ph. D. 


Director of Revision of the U.S.P. 


“The naive belief that, if a product was not good, the FDA would prohibit its sale 
is just not realistic. ... it is completely impossible for the FDA to check every batch 
of every product of every manufacturer. . . . Hence the integrity and reputation of 
the manufacturer assume unusual significance where drugs and health products 


are concerned.” 
Albert H. Holland, M.D. 


formerly Medical Director of the 
Food and Drug Administration 


Smith Kline & French Laboratories, Philadelphia eS 
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effective, palatable, economical 


CREMOSUXIDINE®[SULFASUXIDINE® SUCCINYLSULFATHIAZOLE SUSPENSION WITH KAOLIN AND PECTIN] 

reduces fluidity of stools, reduces enteric bacteria, adsorbs toxins, and soothes 
the irritated intestinal mucosa. | 
Chocolate-mint flavored...readily accepted by patients of all ages. 

Additional information on CREMOSUXIDINE is available to physicians on request. 


MERCK SHARP & DOHME, DIVISION OF MERCK & CO., Inc., WEST POINT, PA. 


AND SUL ARE OF MERCK 4 CO., INC, 


‘ 
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when your tongue 
points 
to respiratory 
infection 


speed recovery 


Through the years, Ilosone has built an impressive record as an effective antibiotic 
in common bacterial respiratory infections. Numerous published clinical studies 
attest to excellent therapeutic response with Ilosone. Decisive recovery has become 
a matter of record. 


Efficacy of propionyl erythromycin and its lauryl sulfate salt in 803 patients with common 
bacterial respiratory infections 
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Acute Streptococcus 
Pharyngitis* 


Bronchitis* (Bacterial Complications) 


Pneumonia* 
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Detection of Cancer 


The Interrelationship of Dentists and General 
Practitioners in the Detection of Cancer 


I. PHILLIPS FROHMAN, M.D., Washington, D. C. 


WHEN WE SPEAK of the relationship of physicians 
and dentists in the detection of cancer, we must more 
or less restrict our discussion to the detection of 
cancer of the face, neck and oral cavity. Since it is 
not usual for our professional associates in the field 
of dentistry to do complete physical examinations, 
we physicians do not expect them to find cancer 
of the breast, lungs, stomach or cervix. Yet, is this 
too much to ask? What about the complaints reg- 
istered by so many patients visiting their dentists 
for emergency or routine dental examinations and 
treatment? How many times has the dentist heard 
the remark, “Doctor, I have a bad breath. I think 
my gums or teeth are causing it.” Or again, “Don’t 
you think my teeth might cause my stomach pains, 
since I can’t chew my food properly?” Or, “I have 
pains in my back (or arms or hand). Do you think 
some infection in my gums is causing this?” 

I feel quite certain that my dentist colleagues have 
heard all sorts of complaints blamed by patients on 
their teeth, gums, or anything else in the oral cavity. 
Some of these complaints might very well be the 
only clue and the cue that this patient must be seen 
by his family doctor for a complete checkup. Many 
patients will take care of their teeth, for they are 
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visible at all times, but will neglect the rest of their 
body. It is at the time when the dentist hears these 
complaints from his apparently healthy patient that 
he must suggest—no, insist—upon a complete phys- 
ical examination by that patient’s physician. 

I firmly believe that if every dentist would take 
time during the first visit of a patient to listen for 
15 or 20 minutes to his patient's complaints—not 
only those pertaining to the oral cavity, but general 
complaints—and allow the patient to talk about his 
entire physical being; and the dentist would insist 
that complaints other than those of the oral cavity 
must be investigated by a physician, I venture to 
guess that we physicians would detect more early 
cancers of the stomach, intestinal tract, lungs, breasts, 
uterus, and other areas than we do now. 

The critical position of the dentist in cancer con- 
trol and his relationship with the family physician 
are important in two ways. First, most of the Amer- 
ican public have been educated to the fact that they 
should visit their dentist at least once a year, and 
thus the dentist has a better opportunity to see and 
examine the apparently healthy population. Second, 
the observant dentist will, in most instances, see pa- 
tients with symptoms of oral cancer before these 
patients are seen by their physicians. Since the pa- 
tient having oral cancer usually attributes the early 
lesion to faulty teeth or dentures, he commonly visits 
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the dentist first. If the dentist is circumscribed in his 
knowledge, with a focal point of his vision, his 
training and his interest upon teeth alone, many 
cases of precancerous or cancerous lesions in the 
early stage will be missed completely. 

Likewise, physicians may feel that there is no 
reason to examine thoroughly the oral cavity and, 
unless the patient complains of oral lesions or den- 
tal difficulties, these physicians will also miss early 
or late lesions. The obstetrician who is mentally 
intent upon delivering babies or healing a cervical 
erosion or performing a hysterectomy, may, in all 
probability, not be disturbed about the other end 
of his female patient: the oral cavity. The ortho. 
pedist nailing a fractured hip or reducing a fracture 
of the wrist may also forget that his patient has an 
oral cavity full of potential cancer sites. These and 
other physicians, in many instances, have no occa- 
sion to examine the oral cavity, and therefore early 
lesions and frank cancer masses may go unnoticed 
until spread beyond help or hope. 

These reasons are no excuse for the internist, the 
general physician, or the dentist. All of us must seek 
out these lesions rather than wait for symptoms and 
patient complaints. 

Both the dentist and the physician face a grave 
responsibility and obligation for thorough examina- 
tion, diagnosis, treatment and care of the oral cavity. 
The primary duty of both professions is proper, early 
and accurate diagnosis. The dentist has the advan- 
tage in that he sees many thousands of patients who, 
since they are apparently in excellent health, rarely 
visit the physician. Most of them say, ‘Nothing both- 
ers me. Why should I see a doctor?” Our colleagues 
in the dental profession are about a quarter of a 
century ahead of the medical profession in that they 
have educated their patients for many years to visit 
their dentist every six months or so for routine pro- 
phylactic dental care. It is regrettable that we physi- 
cians have not been as successful in our plea for 
regular, periodic, preventive examinations. 

Five per cent of all human cancers are those of 
the oral cavity. Excessive exposure to wind, frost 
and sunshine is by far the most frequent predis- 
posing factor in producing carcinoma of the lower 
lip. Cancer of the buccal mucosa is more frequent 
among smokers and habitual tobacco chewers than 
among the population in general. Poor oral hygiene, 
improper diet (not necessarily malnutrition), trauma 
and other forms of localized irritation are important 
etiologic factors which can be elicited from good 
histories taken by the dentist and the physician. Re- 
peated trauma due to biting or malfitting dentures 
will produce hypertrophy of the mucous membrane 
and must be differentiated from true tumors. Just as 
important, the cause must be corrected or eliminated. 
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Cancers of the oral cavity, face and neck are ac- 
cessible to sight and touch and should be detected 
early if proper examination is made. Both physicians 
and dentists must forever keep in mind the causative 
factors in producing cancer of these areas. The den- 
tist, as well as the doctor, should and must know how 
to examine the neck for palpable masses in the thy- 
roid gland and enlarged cervical lymph nodes. 

All patients visiting dentists, whether for routine 
dental and oral checkup, or for emergency care, 
should have a complete blood count done! It has been 
stated that the high incidence of cancer of the oral 
cavity, pharynx and esophagus in Swedish women is 
due to iron deficiency, Plummer-Vinson syndrome— 
anemia, achlorhydria and atrophy of the mucous mem- 
branes of the mouth and pharynx. This is a true pre- 
cancerous condition.1 

I would also suggest that a complete urinalysis on 
all dental patients would help greatly to uncover 
acute or chronic conditions of the urinary tract and 
diabetes. And a serology on all adult dental patients, 
as a part of the dental examination, would be truly 
preventive medicine. 

Leukoplakia, papilloma fissure and ulceration about 
the mouth are precancerous lesions. These lesions in 
inherently susceptible individuals have a tendency to 
undergo malignant change when subjected to sufh- 
cient irritation over a long period of time. Syphilitic 
leukoplakia usually becomes cancer, and syphilitic 
warts, fissures, gumma and atrophic glossitis may also 
precede cancer. 

Transformation of polyps of the tongue into car- 
cinoma has been observed. Leukoplakia is a chronic, 
painless inflammation commonly seen, and more 
commonly overlooked or disregarded, in the oral 
cavity and larynx and may be found on the dorsum of 
the tongue, lip, gingiva, buccal mucosa and palate. 
Etiologic and predisposing factors include atrophic 
glossitis, vitamin A deficiency, alcohol, tobacco, 
syphilis, and irritation from dental appliances such 
as crowns and bridges. Many cases of leukoplakia can 
be corrected or eradicated by elimination of the cause, 
and it is for this reason that the physician must be as 
well educated and as highly interested as the dentist 
in cause and effect of lesions in and about the oral 
cavity. 

Failure to recognize the existence of an abnor- 
mality could cost the patient much destructive surgery 
or even his life. When a lesion is seen or felt, it is 
mandatory that something be done about it. Pro- 
crastination—to “wait and see what develops”—may 
be a sentence to facial deformity or widespread can- 
cer metastases and loss of life. The urgency for early 
examination and immediate remedial steps for any 
lesion about the face and oral cavity can best be 
brought home by these statistical figures: 

Oral cancers include those of the lips, buccal 
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mucosa, gums, palate, tonsils, floor of the mouth and 
tongue. The five-year cure rate of all cases of the oral 
cavity as compiled by the American Cancer Society in 
1958 are shown below in Figure 1. 

The systematic exploration of the oral cavity and 
face for signs of infection or disease, lumps and 
nodules, indurations and leukoplakia, is often neg- 
lected during the physical examination. The physician 
who will not hesitate to do rectal examinations with 
a sightless finger upon most or all of his patients 
more often than not may skip the examination of the 
oral cavity with both eyes and fingertips. Examination 
will reveal so much with so little effort and time. The 
use of adequate lighting, a tongue blade or other 
depressor, a dental mirror, gauze, plastic or rubber 
gloves or finger cots are the only equipment neces- 
sary. 

Begin with the face, lips, jaws, parotid glands, and 
the submandibular and submental areas. From this 
point the intraoral structures should be visualized and 
palpated beginning with the anterior structures and 
then the posterior oral structures and pharynx. A good 
routine procedure, always in the same order, should 
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be: lips, cheeks, floor of the mouth, tongue, palate, 
tonsillar area, posterior pharynx, retromolar area and 
gingiva. After careful inspection, these same areas 
should be thoroughly palpated with the gloved hand 
to find any areas of swelling, roughness, discolora- 
tion, induration, asymmetry, or change in function of 
the tongue. A tongue blade and dental mirror are 
helpful for the examination of the dorsum of the 
tongue after the tongue is covered with gauze and 
pulled forward to expose the lateral borders, as you 
simultaneously push the cheek laterally with the 
tongue blade. The dental mirror will expose the base 
of the tongue and pharynx. 

Palpation is significantly important, both by the 
dentist and by the physician. By adequate palpation 
we can feel whether a swelling on the lip or cheek is 
indurated or firm, whether cystic or nodular. It is not 
enough for the physician to depress the tongue and 
ask the patient to say ‘‘ah.” It is important to ex- 
amine thoroughly the tongue, especially the base of 
the tongue, to see and feel any asymmetry or ab- 
normal amount of lymphoid tissue on either side. 

Physicians and dentists must be acquainted with 
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EARLY DETECTION! 


5% of all cancers occur in the oral cavity 
Figure 2 


the various types of lesions encountered on the face, 
in the neck region, and in the oral cavity, including 
the lips. Much has been written, with excellent color 
plates, in various medical and dental journals. It is 
not the purpose of this paper to try to cover that 
which has been written so adequately by excellent 
men interested in cancer detection and eradication. 

There is no excuse for either dentist or physician 
to miss any of these oral-facial lesions. Lack of 
thorough examination by either is negligence in the 
first degree. As with cancer elsewhere, early diagnosis 
is vital. Sage states that “about 40 per cent of all 
oral cancers have metastasized to the neck nodes at 
the time of diagnosis.” This high incidence of metas- 
tases is more than likely due to patient procrastination 
and, secondly, lack of urgency on the part of the ex- 
amining dentist or doctor. 

Cancer, like time, waits for no man to prepare for 
it. We must see it, feel it, biopsy it and excise it. 

The first step in obtaining necessary knowledge 
about the patient is the history in detail, including his 
present complaint or illness (if any) and past medical 
and dental history. The dental history should be just 
as important to the physician as the medical history 
should be to the dentist. After thorough examination 
of the oral cavity, any lesion should be examined in 
detail to attempt to determine its nature and cause. At 
times it may be necessary to do hematologic, bacteri- 
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ologic and histologic studies. The biopsy specimen is 
the most valuable and most used method to determine 
the nature of the disease process and its etiology. I 
believe that both physicians and dentists are much 
too timid in doing biopsies on small lesions, lest they 
subject their patients to needless excisions on benign 
lesions. Is it harmful to remove a normal or near- 
normal appendix when the signs and symptoms seem 
to indicate an acute appendicitis? Certainly not! Is 
it harmful to excise a small, suspect lesion, one to 
two centimeters in diameter, even though the pathol- 
ogist finds it benign? Certainly not! The patient is 
much relieved to know he does not have cancer, and 
the physician or dentist should be most happy with 
the news. In many years of practice, I have yet to 
have one complaint from any patient when a biopsy 
report is returned from the laboratory as negative. A 
good example is the many thousands of diagnostic 
uterine D and C’s done each year without the slightest 
patient complaint. Let’s not be timid. Let’s excise to 
be certain. Let’s not “wait and see” until it is too 
late. 

The decision to biopsy for definite diagnosis, 
both for the dentist or physician, resolves itself 
simply: If it doesn’t look right, biopsy or excise it. 
“Periodic observation” or “‘let’s wait and see” is 
dangerous in most instances. Procrastination on the 
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part of the patient is unfortunate; on the part of the 
doctor or dentist it is unforgivable. 

Any ulcer which persists for two or three weeks 
without evidence of healing, persistent hyperkeratotic 
changes in surface tissue, palpable or visible mass on 
or beneath the normal surface tissue, any inflamma- 
tory changes which persist for prolonged periods, 
and any bone lesions not readily identified by x-ray 
or clinical observation—all of these and others—must 
be biopsied or completely excised. If you, as phy- 
sicians or dentists, do not do these procedures, please 
refer patients needing such care to a colleague who 
does—and refer the patients NOW! 

The control of cancer continues to be of great con- 
cern to all of us. Over one-quarter of a million deaths 
will occur in 1961 from cancer. Some of these deaths 
can be avoided. Oral cancer can and should be diag- 
nosed early and removed immediately, thus eliminat- 
ing it from the list of body areas producing death due 
to cancer. In some sections of this country, cancers of 
the head and neck represent ten per cent of the total 
cancer deaths. This is inexcusable. We must forever 
be observant of any deviation from normal in the 
skin of the face and contour of the neck, and even the 
slightest deviation from normal in the oral cavity. 
Not only must we be cognizant of these differences, 
but we must do something about them immediately. 

The family dentist, well trained and educated in 
the problems of cancer detection and treatment, holds 
a unique place in the community for cancer detection, 
since approximately 50 per cent of his patients come 
to him without having seen a doctor for a physical ex- 
amination. If the physician does not see the patient, 
he cannot detect cancer. 
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The basic interrelationship between dentists and 
physicians is one of mutual understanding of the goal 
in the detection and eradication of cancer of the neck, 
face and oral cavity. It is, I firmly believe, most im- 
portant that the dentist procure a thorough history 
from his patients, not only referable to the oral cavity, 
but a general history of the patient’s complaints of 
all body systems, from belching to flatus. He should 
note if the patient has chest pains, headaches, short- 
ness of breath, changes in bowel habits, chronic 
cough, night sweats and weight loss. In other words, 
our colleagues should obtain a good medical history 
before engaging themselves too deeply in the oral 
cavity. By getting this type of history, more than 
likely a large portion of the fifty per cent of the den- 
tal patients who have not visited a doctor would be 
referred for medical examination and diagnosis. In 
this manner, a great many of the late cancers seen 
by us would be early cancers that could be helped, 
with thanks to our dental colleagues. 

Likewise, the physician should and must do more 
than a simple, cursory examination of the oral cavity. 
He must refer to the dentist any and all patients who 
show the slightest deviation from normal in the oral 
cavity, whether it be teeth, dentures, ulcerations or 
masses. 

Working together, physicians and dentists can give 
our patients the finest care and can produce early 
eradication of cancer potentials and early cancers. 
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Hemodialysis 


W. H. TU, M.D.,* Kansas City 


HEMODIALYSIS is a unique means for the removal of 
metabolic end products, exchange of electrolytes and 
water in the treatment of renal failure. The purpose 
of this communication is to describe the clinical ex- 
perience with the twin coil artificial kidney! at the 
University of Kansas Medical Center during the last 
2 year period from January 1959 to December 1960 
and to compare these with the results obtained during 
the preceding 2 year period from January 1957 to 
December 1958. Earlier experience with the clinical 
application of the artificial kidney has been described 
previously in The JOURNAL.? 


Results 


A total of 34 hemodialyses was performed on 20 
patients with acute anuria or severe oliguria (Tables 
I and II). This represents an increase in the number 
of patients and dialyses compared to the previous 
series when 11 dialyses were performed on 8 patients. 

As with the previous series, potassium intoxication 
with advanced cardiotoxicity continues to be the 
major reason for hemodialysis. This was true in a 
total of 17 dialyses, 10 of which were done as an 
emergency. All the patients at the time of dialysis 
(except C. M. in Table II) had advanced uremia. 
Three of 10 patients who required emergency dialysis 
had anuria which was not due to primary renal dis- 
ease (Table II). 

The over all mortality rate of 20 patients is 56 per 
cent; 44 per cent in 16 patients with acute tubular 
necrosis, with the highest in the postoperative patients 
(4 of 5) and 1 survival in 4 patients whose acute 
anuria was not due to primary renal disease. Four of 
7 deaths in patients with acute tubular necrosis were 
complicated by severe staphylococcal septicemia at 
the time of the dialysis. Duration of oliguria or 
anuria does not appear to be directly related to prog- 
nosis. The number of patients in this series is small 
but the over all mortality rate agrees with the results 
by others.3-7 Recently better results in a limited num- 
ber of patients have been reported by maintaining 
patients relatively free of uremia by dialyzing them 
prophylactically daily.* 

Cation exchange resin is effective in removing 
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Experience in Acute Renal Failure 
Treated With the Artificial Kidney 


potassium through the gastrointestinal tract.6 The 
merit of resin in treatment of renal failure is in 
prophylaxis of hyperpotassemia and it should be 
started early before the serum potassium concentra- 
tion reaches a high level and while the clinical con- 
ditions remain well. Hemodialysis remains as the 


Thirty-four hemodialyses on 20 pa- 
tients with acute anuria or severe oliguria 
were performed during the last 2 year 
period with the twin coil artificial kid- 
ney. There were 4 patients with primary 
extrarenal diseases presenting as acute 
anuria. A large portion of the patients 
were dialyzed because of potassium in- 
toxication. 

Usefulness of cation exchange resin 
in prophylaxis of hyperpotassemia, occa- 
sional incidence of hemostatic defect 
due to vitamin K deficiency and experi- 
ence with arterio-venous teflon cannulae 
have been described. 


treatment of choice for potassium intoxication. In 3 
selected patients orally given resin* was effective in 
preventing hyperpotassemia during the ensuing olli- 
guria when it was started immediately after the hemo- 
dialysis. At this time the patients were clinically im- 
proved and able to cooperate but were still severely 
oliguric. Resin, mixed in 20 per cent mannitol solu- 
tion, was given in small divided doses of 4 to 20 Gm. 
totalling 40 to 80 Gm. a day. 

Semipermanent cannulation of radial artery and an 
adjoining arm vein with a pair of teflon cannulae® 
was used in 3 patients with good results. While pa- 
tients are not on the artificial kidney this pair of 
cannulae is maintained open via an arteriovenous 
shunt without requiring heparin. Two patients re- 
mained severely oliguric for 30 days requiring 5 and 
6 hemodialyses. The cannulae were placed in the arm 
the night before the dialysis and hemostasis was com- 
plete by the following morning. On 2 occasions the 
cannulae were thrombosed by the morning following 
cannulation. These cannulae, however, were flushed 
with saline-heparin solution and there was no recur- 


* Na-cycle carboxylic resin was kindly supplied by Dr. 
William Martz, Lilly Laboratory for Clinical Research, Mar- 
ion County General Hospital, Indianapolis, Indiana. 
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TABLE I 


PATIENTS WITH ACUTE TUBULAR NECROSIS 


K Intox- Out- Days Till No. of 


of abdominal aorta, 


No. Case Age Sex Causes Complications ication come Diuresist Dialysis 
1 LH. 59 T.U.R., Intravascular 
hemolysis Pulmonary edema + R 10+ 1 

2. B.H. 16 M_ Automobile accident  Staphylo. septicemia, 

lung abscesses + D 9 2 
3. M.O. 16 M_ Automobile accident — Renal colic, cong. 

hydronephrosis + R 6 1 
4. C.H. 58 M_ Automobile accident + R 7 1 


5. C.M. 53 M_ Ruptured aneurysm Hemorrhage of up- 
per G.I. tract 


_ embolism to leg + 30 5 
6. J.W. 27  F ° Hemorrhagic shock at 
surgery Staph. septicemia + D 12 1 
7. J.E. 58 F Hemorrhagic shock at 
nephrectomy for 
cancer Metastasis to liver D 30 1 
8. A.B.* 40 M __ Postoperative shock Fever, dehiscence + R 30 6 
9. M.B. 31 M Abdominal surgery Staph. septicemia + D 23 5 
10. V.F. 26 F Postpartum R 12 
11. A.L* 19 F — Postpartum Uterine hemorrhage R 29 
12. M.S. 62 F  Nephrotoxin (?) R 16 1 
13. J.M. 30 M _ (Alcohol intake) + R 4 1 
14. S.W. 19 M _ Upper resp. inf., fever + R 8 1 
15. EE. 46 M_ Weil's disease + D 4 1 
16. CO. 50 M _— Electric burn Staph. septicemia + D 20 1 


* Prolonged prothrombin time which was corrected by vitamin K. 


D: died 
R: recovered 
+ Diuresis: 24 hour urinary output more than 1500 ml. 


rence of clotting for the following month and blood 
flow of 300 ml. per minute could be maintained 
through these cannulae by a Sigmamotor without 
difficulty. 

Illustrative Case: A 40 year old man went into a 
severe shock after an elective transabdominal vena 
cava ligation because of recurrent episodes of pul- 
monary embolism. His clinical course was complicated 
by dehiscence of the abdominal incision 5 days later 
requiring emergency surgery, stupor, repeated epi- 
sodes of convulsive seizure and fever (Figure 1). 
Since, after 2 hemodialyses it became obvious that he 
would require more, teflon cannulae were placed in 
his forearm. Thereafter, he was placed on the atti- 
ficial kidney twice a week electively for 2 weeks with 
steady improvement. He made an uneventful recov- 
ery after 30 days of anuria, oliguria and 6 hemo- 
dialyses. 

It is generally held that prothrombin content of 
plasma in acute uremia may be decreased but not to 


an extent to account for the hemorrhagic diathesis of 
uremia.!° 11. Two patients, however, had hypopro- 
thrombinemia to 20 per cent of normal and mani- 
fested unusually prolonged clotting time following 
the usual dosage of heparin or poor hemostasis to 
venipuncture and uterine bleeding. These defects 
were promptly corrected by administration of vitamin 
K with rise of prothrombin level. Thus vitamin K 
deficiency, either probably due to inadequate oral in- 
take or possibly due to altered intestinal bacterial 
flora, should be ruled out before hemorrhagic defect 
is attributed to uremia. 

Extensive areas of tissue necrosis should be de- 
brided surgically since repeated hemodialysis may 
not be adequate to prevent a rise of serum potassium 
derived from the damaged tissue. 

Illustrative Cases: A 16 year old boy (Case 2, B. H.) 
became anuric after spending a night with his leg 
pinned under an overturned automobile. He was 
placed on the artificial kidney twice at 24 hour in- 
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TABLE II 
PATIENTS WITH ACUTE ANURIA (OR SEVERE OLIGURIA**) DUE TO MISCELLANEOUS 
DISEASES 
History Indicative of 
Patient Age Sex Presenting Symptoms and Signs Cause Underlying Disease 
C.M. 44 F Advanced potassium cardiotoxic- Exogenous supplemen- Potassium intake 
ity, shock, anuria ; tary K for low serum K 
M.H. 74 F Advanced potassium intoxication, Multiple myeloma Anemia, pathological 
coma, hypotension fracture, arthritis 


M.M.* 52. Anuria, hypotension, hypokalemia depletion nephropathy Habitual laxative intake 
and enema food 


sadism 
F.S. 59 M_ Advanced potassium intoxication, Bilateral renal stones Nephrolithiasis 
anuria, coma, shock 
E.H. 64 M_ Potassium intoxication, anuria, Periarteritis nodosa None 
pneumonia 


Case E. H. described previously, reference 2. 

* Described in detail elsewhere, reference 12. 

** Severe oliguria; 24 hour urinary output of less than 100 ml. 
tervals, but his serum potassium level rose promptly crushed leg was amputated as soon as it was found 
to predialysis level of 8 mEq./L. soon after each that the rise of serum potassium and blood urea 
dialysis. He finally died of staphylococcal septicemia nitrogen was rapid. Ten hours after the amputation 
and cardiac arrest. In 1960, another 16 year old boy hemodialysis was performed with the conventional 
(Case 3, M. O.), suffered from an identical auto- systemic heparinization technique. The dialysis was 
mobile accident and injury to his leg. This time the followed immediately by oral cation exchange resin be- 
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cause his sensorium became clear and the nausea and 
vomiting disappeared. Serum potassium was main- 
tained normal until diuresis started 3 days later. 
While he was passing copious amounts of urine dur- 
ing the diuretic phase he had several attacks of renal 
colic due to congenital hydronephrosis of the left 
kidney which had never been recognized. This was 
nephrectomized and he left the hospital in good con- 
dition. 

In 2 patients, cases 13 and 14 (Table I), the cause 
of acute tubular necrosis could not be adequately 
defined. Case 13, J. M. gave a history of heavy alcohol 
intake followed by nausea, vomiting and oliguria. He 
recovered quickly. Another patient, case 14, S. W. 
was interesting in that the disease might have been 
passed as an acute glomerulonephritis if tissue diag- 
nosis of acute tubular necrosis by needle biopsy of the 
kidney had not been available. He was a 19 year old 
boy who was in good health until he developed fever, 
sore throat, generalized muscle ache and weakness 
and nose bleed. About 11 days later he was uremic 
(BUN 132 mg. per cent, serum K 8.0 mEq/L.) 
(Figure 2) and hypertensive (BP 154/110). Uri- 
nalysis revealed albuminuria, red cells, white cells and 
granular casts. At this time he was critically ill and 
complaining of pain, tenderness and weakness of 
muscles. He was placed on the artificial kidney with 
clinical improvement. Several hours later needle 
biopsy of kidney was performed without incidence. 


24 hours throughout his illness and the diuretic phase 
was characterized by copious urinary output exceeding 
6,000 ml. per 24 hours. Biopsy of muscle (gastroc- 
nemius) and repeated measurement of urinary ex- 
cretion of mercury were normal. He made an un- 
eventful recovery. 

Four patients in the current series and one in the 
previous series? had acute anuria and potassium in- 
toxication (except M. M.*) as the presenting symp- 
toms and signs of their diseases. Pertinent data of 
these patients are depicted in the Table II. The basic 
diseases are: potassium intoxication, multiple myeloma, 
bilateral renal calculi (died of potassium intoxication 
before he could be dialyzed), periarteritis nodosa, 
nephropathy of potassium depletion. These cases 
suggest that eiology of acute anuria should be searched 
diligently when the usual etiology for acute tubular 
necrosis can not be found. As Table II indicates, diag- 
nosis may not be difficult if careful inquiry into the 
history is made for possibility of diseases which may 
be associated with involvement of the kidneys. 


References 
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* Described in detail elsewhere, reference 12. 

The support and encouragement of Dr. Robert E. Bolin- 
ger, Associate Professor of Medicine is gratefully acknowl- 
edged. 


His urinary output was never less than 800 ml. per (Continued on page 477) 
Body Wt. Blood 
ibs W.S. #59- 16517 Pressure 
205F mm. Hg 


185 
175 
155 


Urine 
mi/day 
7000 


6000f- 
5000 
4000 


3000 
2000 
1000; 


30 35 40 45 50 


DAY 


Figure 2. Patient S. W.: Solid line at the bottom of the graph indicates urinary output. Interrupted line indi- 
cates fluid intake. 


| 3 
| ialysi 
| ysis i704 Kt 
Body Weight 120+9 
BUN 
- 
' 
H 
ve: LJ 24 Hour Urinary Output J 
| 10 15 20 


Cholecystitis 


Gallbladder Disease in the Geriatric Patient 


W. G. CAUBLE, M.D., Wichita 


CHOLECysTITIs in the Geriatric patient can sometimes 
become a very serious and difficult problem. It is of 
such importance I thought it timely to present a 
series of cases found in my own practice and to dis- 
cuss some of the salient points in caring for such 
patients. This series of 51 consecutive cases is a 
group of patients 65 years of age and older. It is 
small but probably represents a general picture of 
the problem as most of you and I see it. Since we 
are seeing and will see more elderly patients in the 
future, it behooves all of us to learn more about the 
care of them. 

Many elderly patients have had gallbladder dis- 
ease at intervals for years and some have been told 
that they had gallstones but either were not advised to 
be operated on or have failed on their own accord to 
seek surgical aid. A careful history on these patients 
will help considerably in making a diagnosis. In my 
own experience some have been unable to give a his- 
tory themselves and it has been necessary to obtain 
it from relatives or friends. 

In this series of 51 cases, 27 (Table 1) had chronic 


TABLE I 
51 CONSECUTIVE CASES—CHOLECYSTITIS 


65-91 YEARS 
AVERAGE AGE 73 
FEMALES—35 MALES-—16 
CHRONIC CHOLECYSTITIS—27 
(Average stay in hospital—1014 days) 
(one death) 
ACUTE OR COMPLICATED CASES—24 


cholecystitis. If this condition is suspected, we can 
use all of our usual ordinary methods of diagnosis. 
Many of these cases have cardiac disease or some 
other chronic condition and we should be able to get 
these patients in as good a general condition as pos- 
sible prior to surgery. We can give them vitamins, 
especially vitamin C and other supportive treatment. 
I feel that it is important to keep them ambulatory 
as much as possible prior to surgery. In the ordinary 
chronic cholecystitis case, under usual circumstances, 
these patients do well. Walters regards operations 
on elderly patients with as little fear as on younger 
persons, provided the patients in question have been 
active until the opset of their illness. In this group, 


27 were operated and only one died following sur- 
gery. This patient was 91 years of age and was op- 
erated on as an acute abdomen. He died of a pneu- 
monia. The average hospital stay following surgery 
in these cases was ten and one-half days. 

It is the complicated case that concerns us mainly 
(Table II). Several patients know that they have had 
gallstones for several years and then suddenly de- 
velop severe right upper abdominal pain. They may 
develop jaundice suddenly and seek medical aid. It 
is this type of geriatric case that develops into the 
severe problem, both from a diagnostic standpoint as 
well as from a treatment standpoint. 

Acute cholecystitis should be differentiated from 
acute pancreatitis. It may be necessary to secure a 
serum amylase study at times. The serum amylase 
may be elevated some in gallbladder disease alone but 
it is usually greatly elevated in pancreatic disease. 
It may be advisable to think of an acute cardiac con- 
dition, pleurisy or pneumonia with upper abdominal 
pain and we may have to consult with our internal 
medicine friends. In elderly patients, coexistent car- 
diac or other diseases may be aggravated by acute 
cholecystitis.1° Perforating or penetrating peptic ul- 
cers may cause confusion and necessitate the taking 
of upright abdominal X-ray studies. Mesenteric 
thrombosis, intestinal obstruction, internal hernias, 
intussusception, volvulus, right kidney disease, or 
tabetic crisis should be thought of. Diverticulitis or 
rupture of a diverticulum of the hepatic flexure may 
simulate acute gallbladder disease. I recently had a 
case in which a diverticulum of the hepatic flexure 
had perforated and the colon was adherent to the 
liver. Prior to surgery I palpated a tender mass in 
the region of the gallbladder and thought that I 
was dealing with an empyema of the gallbladder. At 
surgery it was found to be a perforated diverticulum 
of the hepatic flexure and the gallbladder was es- 
sentially normal. 

A flat plate of the abdomen will frequently reveal 
gallstones in the right upper quadrant and many 
times an intravenous cholangiogram will aid in 
showing gallstones in the gallbladder and a dilated 
common duct. An example of this is shown in 
Figure 1. In this particular case the patient was 
not jaundiced, in spite of the common duct pathol- 
ogy associated with the acute cholecystitis. Five large 
stones were removed from the common duct at the 
time of cholecystectomy. 

Acute cholecystitis is generally initiated by a stone 
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TABLE II 
ACUTE OR COMPLICATED CASES 


Acute Cholecystitis 
All With Stones 


Jaundiced Cases 


Primary Cancer 
of G.B. 


65—Emergency Cholecystostomy 


78—Cholecystectomy T-tube 
Alive 2 yrs. after surgery 
72—Cholecystectomy 
65—Cholecystectomy 
Exploratory of C.D. 
Abscesses of G.B. bed 
TOTAL 11 


C.D. explored in all T-tube 


(did not return for removal) 65—Stones in G.B. Fibrosis of 2—Cholecystectomy 
72—Emergency Cholecystectomy C.D. (2 operations) Ex- 1—Cholecystostomy 
70—Emergency Cholecystectomy pired 214 months after sur- 74—Carcinoma in situ (Rup- 
70—Emergency Cholecystectomy gery tured ) 

Lower part left in 74—Died 5 days after surgery— Living 
87—Emergency Cholecystectomy Acute coronary Cholecystectomy 

Died of cardiac disease 3 Pancreatitis Cholecystectomy ASSOCIATED WITH 

months after surgery 91—Died 7 days after surgery OTHER CA 
75—Emergency Cholecystostomy Uremia 75—Acute Cholecystitis with Ca 

Associated with Ca of stom- Cholecystostomy of stomach 

ach Removal of stones, C.D. Cholecystostomy 
86—Cholecystectomy 81—Jaundiced with Ca, GR. Gastroenterostomy (pallia- 

Alive and well 5 years after No stones in C.D. tive ) 

surgery 72—C.D. stones—Living 88—Chronic Cholecystitis + 
70—Cholecystectomy 78—C.D. stones—Living stones 


65—No C.D. stones—Living 
Apparently passed the stone 
TOTAL 7 


77, 81, 65—AIl with stones’ 


Ca of head of Pancreas 
Cholecystogastrostomy 
BENIGN TUMORS 
OF G.B. 
72—-Adenomyoma 
Cholecystectomy 
66—Multiple polyps 
Cholecystectomy 


impacted in the cystic duct, but we must keep in 
mind that it can occur without stones in approxi- 
mately five per cent of all cases.2 Where there is a 
blockage of the cystic duct, this may lead to edema 
and thrombosis of the venous return and eventually 
arterial supply, with ischemic necrosis and early per- 
foration. Because of the condition of the blood vessels 
in older patients, this condition advances with more 
rapidity and more violence. It is conceded by several 
writers! 3 that perforation and gangrene of the gall- 
bladder is more common in older patients and cer- 
tainly the mortality rate is higher in the older patient. 
Bartlett in reporting a series of 61 patients of var- 
ious ages, reported five deaths in patients ranging 
from seventy to eighty-five years of age. These were 
the only deaths in the series. Hampson and others 
in discussing the white blood cell count in acute 
cholecystitis, state that the leucocyte count may be of 
value in assessing the individual case but serial counts 
are of even greater value in deciding on the possible 
need for emergency surgery. The differential count 
may also be useful since polymorphonuclear leuco- 
cytosis is the rule. Too much reliance on the level of 
the white cells in the circulating blood may, however, 
be dangerous as the acute process may go on to per- 
foration in the presence of minimal leucocytosis. I feel 


that this is particularly true when caring for the 
elderly patient. 

Because of the rapidity with which the condition 
may progress, it is advisable to treat the older patient 
somewhat differently than we would the younger pa- 
tient. Ryan in reporting emergency operations in one 
hundred and three patients over seventy years of age, 
states that the age factor in mortality is twice as im- 
portant as the emergency factor, which is itself large. 
Delay in seeing a doctor is common in the older pa- 
tient and is certainly more lethal in older patients. 
The geriatric patient should be gotten into the best 
of condition and operated. Antibiotics should be 
given. We should try to replace electrolytes. If the 
patient is toxic or anemic, whole blood should be 
given slowly. It may be necessary to check on the 
blood volume and if it is low, blood replacement may 
be necessary. Overtransfusion is dangerous in the 
elderly patient and it is much safer to give small 
amounts (250 cc.) slowly, daily, than it is to give 
rapid replacement.® If the condition is subsiding the 
patient may be observed for twenty-four to forty- 
eight hours, but operation should not be delayed too 
long. A doctor should not be reluctant because of the 
patient’s age, when at no age is delay more danger- 
ous.8 Avoid delay in diagnosis and treatment. 

In this series where there was acute cholecystitis, 
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Figure 1. Intravenous Cholangiogram showing Gall- 
bladder stones and dilated Common Duct. 


two had cholecystostomy and nine had cholecystectomy. 
Certainly cholecystectomy is the treatment of choice 
if it is safe to do. If the anatomy is obscure around 
the cystic duct and vessels, it is much safer to do a 
cholecystostomy. It may be safer and wiser to even 
leave a part of the gallbladder in. This is particularly 
true if there is severe edema and inflammation in- 
volving the ampulla and extending onto the cystic and 
common ducts. In a few of these cases the clinical 
diagnosis of acute cholecystitis did not agree with 
the pathological diagnosis even when the patient had 
a leucocytosis and fever with other acute symptoms. 
This may be due to change from an infiltration of 
leucocytes to round cells or lymphocytes in the gall- 
bladder wall. This may occur between the onset of 
the disease and the operation. In this manner the 
pathologist may see nothing to warrant a diagnosis of 
acute gallbladder disease. 

One patient seventy-seven years of age was thought 
to have an acute cholecystitis and was operated on as 
an emergency. She had known she had gallstones for 
forty years and at operation, done under local anes- 
thesia, an advanced carcinoma of the gallbladder was 
found. Removal of the stones and a cholecystostomy 
was done. Carcinoma of the gallbladder was found in 
four of the cases. All are dead except one in which a 
diagnosis of cafcinoma in situ was made. This one 
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case was ruptured at the time of operation. Preoper- 
atively these were thought to be cholecystitis cases and 
all had stones. All but the one case had extension and 
metastasis at the time of surgery. The maximum rate 
of occurrence of carcinoma of the gallbladder as re- 
ported by Hardy is between sixty to sixty-nine years 
of age. Females are affected at a four to one rate over 
males. Tragerman in reviewing one hundred sev- 
enty-three cases of primary carcinoma of the gall- 
bladder, found that it occurred most frequently be- 
tween the ages of sixty-one to seventy. Seventy-nine 
and eight-tenths per cent of his cases had stones. In 
view of this we should keep this diagnosis in mind 
when operating an elderly patient for gallbladder 
disease. This is especially true if the patient has lost 
weight. Polyps of the gallbladder should be thought 
of. One (Figure 2) was found in this series. It has 
been shown that sometimes carcinoma can occur in 
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Figure 2. Polyps of the Gallbladder. 


papillomas.1! Other benign tumors may occur such 
as adenomyoma found in one case (Figure 3). 

Seven patients in this series were jaundiced at the 
time of surgery and operation was imperative. One 
case was of particular interest in that her jaundice 
was caused by extensive fibrosis from the gallbladder 
and cystic duct extending onto the common and into 


Figure 3. Benign Adenomyoma of the Gallbladder. 
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the hepatic ducts. No stones were found and biopsies 
revealed no carcinoma. This patient pulled her T-tube 
out and had to be re-operated. She later died two 
and one-half months after her original surgery. Four 
of these patients had common duct stones and two 
of these are living and well. One was jaundiced from 
a primary carcinoma of the gallbladder. One with 
common duct stones died four days postoperative, 
of an acute coronary attack proven at autopsy, and 
the other died of uremia seven days after surgery. It 
is shown by these cases that the elderly patients do 
not tolerate common duct surgery too well. It adds 
so much more to the operation. Walters states that 
the risk of cholecystectomy is increased three fold for 
the patient who is jaundiced or when stones are re- 
moved from the common bile duct. 

One case, seventy-five years of age, had acute 
cholecystitis associated with carcinoma of the stomach 
and at operation a cholecystostomy and a palliative 
gastroenterostomy was carried out. He expired four 
days after surgery. Another case, eighty-eight years of 
age, with a carcinoma of the head of the pancreas had 
a chronic cholecystitis with stones. A cholecystogas- 
trostomy was carried out. He expired twenty-one days 
following surgery. 


Summary 


In summary, fifty-one cases of gallbladder disease 
in patients sixty-five years of age or over have been 
presented. A preoperative diagnosis of cholecystitis 
was made in practically every case. There was one 
postoperative death in those having chronic cholecys- 
titis and there were eight deaths in those having 
acute cholecystitis or other complicating condition 
including cancer. The diagnosis of acute cholecystitis 
has been discussed and early operation has been urged. 
It has been shown in this series that common duct 
surgery is not tolerated too well by the elderly pa- 
tient. If at all possible the patient should have the 
best of preparation prior to surgery and with good 
anesthesia these patients will do well under ordinary 
circumstances. Cases with primary carcinoma of the 
gallbladder and those associated with other carcino- 
mas have presented. Two cases with benign tumors of 
the gallbladder have been included. It is granted that 
this is a small number of cases but these reveal some 
very interesting pathology. In my own practice, I tell 
the patient with gallstones that it is like carrying 
around a stick of dynamite and it may explode any- 
time. Certainly many of these cases reveal such an 
explosion. 
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Iodide Goiter 


DAVID LUKENS, M.D., Hutchinson 


THE OCCURRENCE of myxedema or goiter following 
prolonged administration of iodine has aroused in- 
creasing interest in recent years, and since 1945 more 
than 40 cases of this syndrome have been reported. 
The inhibition of hyperfunction and involution of a 
toxic goiter by exogenous iodide has been generally 
accepted since 1923. Although experimental evidence 
suggests that large doses of iodide may suppress thy- 
roid hormone synthesis in the normal gland, this 
effect is transient and disappears after 26 hours. 
Nevertheless an occasional patient will develop goiter 
or myxedema after iodide treatment, and it is the 
purpose of this presentation to call attention to this 
rather unusual drug induced disease. 


Case Presentation 


The patient is a 36 year old female who was first 
examined on November 22, 1959, because of abdom- 
inal pain and severe constipation. She had suffered 
from bronchial asthma for 25 years, and she gave a 
vague history of a goiter at age 16, although thyroid 
enlargement was not confirmed by medical observa- 
tion. In 1952 she was examined in an asthma clinic 
elsewhere and was given a cough medicine contain- 
ing digitalis, potassium iodide and Fowler's solu- 
tion. For six years she took this medication, contain- 
ing potassium iodide 780 mgm. per day, and her 
asthma seemed definitely improved. Two years prior 
to our examination she experienced the insidious 
onset and gradual progression of crampy abdominal 
pains, severe constipation, cold intolerance, dryness 
of the skin and hair, lack of energy and hoarseness. 
Physical examination revealed pulse 88; blood pres- 
sure 130/85. The patient was adequately nourished, 
but the complexion was pallid, and her voice was 
quite hoarse. There was definite periorbital edema 
and her skin and hair were coarse and dry. The thy- 
roid gland was firm and diffusely enlarged three 
times normal size, with no thrills or bruits demon- 
strable. The abdomen was distended and protuberant, 
but no masses or enlarged organs were palpable. The 
deep tendon reflexes were hypoactive bilaterally at 
the biceps, triceps, and knees. Ankle jerks were not 
obtainable by any method. 

Preliminary laboratory data are as outlined in 
Table I. On January 15, 1960, thyroid biopsy was 
performed. Histologically the gland showed changes 


Originally presented to the regional American College of 
Physicians meeting, March 3, 1961. 


Report of a Case 


The unusual syndrome of iodide goiter 
and myxedema is described and a case 
of goiter with myxedema following pro- 
longed administration of potassium 
iodide is presented. Similarities and dis- 
crepancies with respect to previously 
described cases are discussed. Intermit- 
tent therapy of patients requiring long 
term administration of iodides may be 
helpful in the prevention of this disease. 


characteristic of hyperplasia with an increased number 
of follicles, prominent vascularity, and papillary in- 
foldings of the epithelium which was generally tall 
and columnar. The colloid content was sparse, and in 
some areas where follicles were small and crowded, 
no colloid was identifiable. Following discovery of 
a hyperplastic goiter, exogenous iodide was discon- 
tinued. It was anticipated that the patient would re- 
turn rapidly to the euthyroid state, but two months 
after iodide withdrawal clinical evidence of myxedema 
was unchanged, and the thyroid enlargement per- 
sisted. Repeat I'#1 uptake showed no improvement, 
and she was given Cytomel 25 mcg. daily beginning 


TABLE I 
Serology Non-Reactive 
Hemoglobin 12.2 gm% 
Hematocrit 39% 
WBC 8,550 
Differential 3 Normal 
Urine Clear, 1.002, Alb, Sugar, 
Micro Negative 
FBS -95 mgm% 
NPN 31.5 mgm% 
Sodium 142 mEq/L 
Potassium 4.7 mEq/L 
co. 24.0 mEq/L 
Chloride 119 mEq/L 
BMR +1 
PBI Contaminated with Iodine 
RAI Uptake 7% in 6 hours, 3% in 24 
hours 
Chest X-ray Normal 
Skull X-ray Normal 
Arsenic (Hair & Nails) 3 mgm/100 gm 
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March 22, 1960, increasing to 37.5 mcg. daily on 
May 26, 1960. In July, 1960, the thyroid gland re- 
turned to normal size; by September, 1960, all signs 
of hypothyroidism had disappeared, and the patient 
assumed full time gainful employment in addition to 
caring for her home and family. 

Table II shows the serial radio iodine uptake 
studies. On February 6, 1961, the BMR was +18, 
Cholesterol 213, and the PBI was still greater than 
30 mcg. per cent. 

The original clinical diagnosis was Hashimoto's 
Thyroiditis, but after the thyroid biopsy it was ap- 
parent the patient had iodide goiter with myxedema. 
The diagnosis of chronic arsenic intoxication was 
considered briefly, but this seemed to be excluded by 
the demonstration of only minute amounts of arsenic 
in her tissues. Certainly her response to iodide with- 
drawal and thyroid hormone replacement is typical 
of all previously reported cases, although she did not 


TABLE II 
RADIOACTIVE IODINE UPTAKE 


Uptake 
Date Clinical State 6 hrs. 24 hrs. 


12/21/59 Myxedematous 
On KI 71% 3% 
Thyroid 3X normal 

3/18/60 Myxedematous 
Off KI 2 mo. 5% 3% 
Thyroid 2X normal 

11/28/60 Euthyroid 
On Cytomel 8 mo. 7% 2% 
Thyroid normal 


show the rebound thyroid hyperactivity observed in 
many of these patients. 

The clinical picture of this syndrome is that of 
myxedema or goiter, or both, developing in an other- 
wise euthyroid patient who receives iodide in large 
doses over a prolonged period of time. The mecha- 
nism by which iodine exerts its depressing effect on 
normal thyroid function is not yet well understood. 
Most observers agree that excess iodide blocks organic 
binding of iodine on the thyroid gland, although 
there is evidence?‘ that the interaction of thyrotropin 
and excess iodide promotes suppression of thyroid 
hormone secretion. Inhibition of I'31 uptake by small 
amounts of stable iodine’ is a characteristic finding 
in iodide goiter, and the similarity of response to this 
inhibition between hyperthyroid patients?® and those 
with iodide goiter is unmistakable. 

The histology of iodide goiter is variable. In 12 
patients subjected to surgery, four 41117 had col- 
loid storage goiter, one® had struma lymphomatosa 


and seven? 15.16 showed epithelial hyperplasia. The 
evidence indicates that iodine, in some normal thy- 
roids, produces involution with colloid storage, but in 
a majority of cases hyperplasia is more typical. It 
therefore becomes necessary to distinguish between 
patients with previously normal thyroid glands, and 
those with some underlying thyroid disorder, in whom 
myxedema or goiter appears secondary to iodide ad- 
ministration. Bell’! has suggested the following 
classification : 

1. Patients with small amounts of hyperactive 
thyroid tissue, that is, with mild Graves’ disease, 
either primary or recurrent following remote thyroid 
surgery. 

2. Patients with low reserve thyroid glands: Graves’ 
disease immediately following surgery or I'*" treat- 
ment and apparently euthyroid; chronic thyroiditis ; 
and nontoxic hyperplastic goiters with defective 
hormone synthesis. 

3. Some apparently normal euthyroid individuals. 

The present case appears to be an example of 
iodide goiter in a patient with defective hormone 
synthesis, or with inhibition of organic binding by 
small amounts of circulating iodide over a long period 
of time, from which effect she is unable to “escape.” 
Lack of facilities prevents a more precise classifica- 
tion of this patient’s physiological defect, however, it 
is reasonable to assume that her thyroid can trap 
iodine, but is incapable of organic binding. As to why 
radioiodine uptake remains low for many months 
following withdrawal of exogenous iodide, one can 
hypothesize?* the presence of a depot of organic 
iodine, slowly releasing iodide at a level high enough 
to block organic binding in the thyroid gland. 

An increased awareness among physicians of the 
iodide myxedema syndrome will undoubtedly lead to 
the future recognition of many more new cases. Biopsy 
of the thyroid gland in all suspected iodide goiters 
will be an important contribution to the precise diag- 
nosis of this condition, helping to differentiate it 
from Hashimoto’s thyroiditis and other unrelated 
disorders, although further study will be required to 
delineate the exact pathogenesis of iodide inhibition 
of normal thyroid function. In those patients with 
cardiorespiratory diseases requiring prolonged ad- 
ministration of iodide, intermittent therapy, with or 
without simultaneous administration of thyroid ex- 
tract, may be helpful in preventing the appearance of 
myxedema or goiter. 
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Case Presentation 


THIS 46-YEAR-OLD white housewife was in an untre- 
sponsive state when she was admitted to KUMC for 
the first time on April 10, 1959. 

For about four years before admission she had had 
swelling of her legs, but she had been considered to 
be in fairly good health until eight weeks before ad- 
mission when she began to complain of nausea and 
weakness. These symptoms continued for about one 
week, and she was hospitalized elsewhere. At that 
time the liver was large, and there was yellow dis- 
coloration of both periorbital regions. She had upper 
abdominal pain and dyspnea which was markedly 
increased by slight exertion. After five weeks in the 
hospital she improved slightly and she was permitted 
to take thirty minute automobile rides. Three days 
before admission, however, she could no longer 
tolerate the rides. Two days before admission she 
developed a cough, and on one occasion dark blood 
appeared in the sputum. The upper abdominal pain 
became more severe, and her condition became pro- 
gressively worse. She went into a shock-like state and 
was unresponsive on the afternoon of admission when 
she was flown here for further evaluation. 

She had had occasional convulsive seizures since 
childhood, but these had been well controlled by 
drugs. She had had a cesarean section at term of her 
pregnancy, the date of which is unknown, but the 
child died shortly after birth. 

Her father died of a heart attack at 63 years of age. 

The patient was a well developed, thin, cyanotic, 
white woman who did not respond to any stimuli. 
The apical pulse rate was 160 per minute; respira- 
tion, 46 per minute. Her temperature was not re- 
corded, and her blood pressure was not obtainable. 
The conjunctivae were pale, and there was no scleral 
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Intractable Heart Failure 


icterus. The pupils were small but reacted to light, 
and the optic fundi were normal. There was cervical 
venous distention. The thyroid was diffusely enlarged, 
soft and non-nodular. There were dullness and de- 
creased breath sounds at both posterior lung bases. 
Rhonchi and crepitant rales were heard throughout 
the lung fields. The cardiac rhythm was irregular, 
and the heart tones were diminished. The second 
pulmonic sound was louder than the second aortic 
sound. There were no murmurs. There was a mid- 
line scar from the umbilicus to the pubis, the ab- 
domen was distended, and there was a fluid wave. 
The liver was smooth and enlarged to 11 cm. from 
the right costal margin and 7 cm. from the left costal 
margin. One observer palpated the spleen. The 
femoral, radial and ulnar pulses were not palpable. 
The patient's feet and hands were cold and deeply 
cyanotic; there was no clubbing of the fingers. 
Dupuytren’s contractures of the left third, fourth and 
fifth fingers were present. Grade IV pitting edema 
was present in both legs and feet, and the left leg 
was larger than the right. The deep tendon reflexes 
were absent. There was no Babinski sign. 

The patient continued to have tachycardia and 
tachypnea, and her blood pressure could not be ob- 
tained. She died quietly about five hours after ad- 
mission. 

Dr. Mahlon Delp (moderator): Are there any 
questions ? 

John Hutcherson (student*): Will you describe 
the apex beat and its location? 

Dr. Delp: The apex beat was neither visible nor 
palpable. 

Dr. Bert Lum (student): Will you describe the 
auscultory findings in the chest? 

Dr. Delp: Numerous rales were heard throughout 
the right lung posteriorly and in the upper half of 
the left lung. There was no dullness on the right. 


* Although a student at the time of this conference in 
January, 1960, he, like the others referred to as students, 
received the M.D. degree in June, 1960. 
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Breath sounds in the lower half of the left lung were 
markedly diminished or absent. The whole left lower 
lung was probably dull to percussion. Respiration was 
rapid and shallow. 

Carl Dahl (student): Was the lateral abdominal 
pain localized to one side or the other? 

Dr. James W. Davis (resident in medicine): 
There was bilateral abdominal pain. 

Mr. Dahl: Was there evidence of hematuria? 

Dr. Davis: No. 

George Hubert (student): Was leg tenderness 
ever reported ? 

Dr. Delp: It had not been reported because the 
patient was unresponsive on her arrival here, but it 
had been noted before. 

Mr. Hutcherson: When did she go into coma? 

Dr. Delp: Her local doctor said that she had 
been hospitalized for about five weeks because of 
liver disease. Several minutes before his call here at 
4:00 p.m. she had become pulseless, and he could 
not obtain her blood pressure. 

Mr. Dahl: Was there a hepato-jugular reflex? 

Dr. Delp: Yes. 

Mr. Hubert: Was orthopnea reported ? 

Dr. Delp: Orthopnea was apparently not a feature 
of her difficulty as she had been able to sleep quietly 
all during her hospitalization. 

L. Borgendale (student): Was there a definite 
line of demarcation between her cold extremities and 
the rest of her body? 

Dr. Davis: No. 

Mr. Hubert: Was there any visible collateral 
venous circulation of the chest? 

Dr. Davis: No, there was not. 

Dr. Lum: Was there a record of low-grade fever 
during her hospitalization elsewhere? 

Dr. Delp: No. If she had had fever it apparently 
was low-grade and not an important part of her 
signs or symptoms because it was not recorded. 

Mr. Hutcherson: Was any change made in her 
anticonvulsant medication ? 

Dr. Delp: She had been receiving medication for 
some time, and no changes had been made in them. 

Dr. Wallace McKee (internist): Was the swell- 
ing of her legs which she had had for four years 
very marked ? 

Dr. Delp: It was a grade III or IV plus edema. 

Dr. Lum: Did her local doctor state the cause of 
the edema? 

Dr. Delp: No. 

Dr. Lum: Did the patient complain of dyspnea? 

Dr. Delp: Her husband said that she had not real- 
ly complained of dyspnea on exertion, but I inter- 
preted his description of her activities as indicating 
that she had become tolerant of her dyspnea, and 
consequently did not complain of it. 

Mr. Dahl: Was a urinalysis reported ? 
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Dr. Delp: No, a urine specimen was not obtained. 

Mr. Hutcherson: Did she have a history of 
orthopnea and nocturnal dyspnea? 

Dr. Delp: No, she did not. 

Dr. Lum: Was the liver smooth? 

Dr. Delp: Yes. 

Dr. McKee: What was her blood pressure before 
her hospitalization ? 

Dr. Delp: It was normal. 

Mr. Borgendale: Was there anything unusual 
about the jugular venous pulse? 

Dr. Delp: It was not a strong pulse. 

Dr. Lum: Were any urinalyses taken before she 
was hospitalized here? 

Dr. Delp: Yes, and I understand that they were 
negative. May we have the electrocardiogram now, 
please ? 


Electrocardiogram 


Mr. Borgendale: The only electrocardiogram (Fig- 
ure 1) of this patient was taken on the day of ad- 


EKG: 1. Electrocardiogram made the day of admis- 
sion. 


mission which was also the day of death. It is an 
abnormal tracing showing a ventricular rate from 
120 to 150. There is evidence of P wave activity and 
normal P-R interval. There is a S, wave in lead I and 
Qs wave in lead III. The electrical axis is perpendicu- 
lar to lead III and aVf making a positive plus 50 
electrical axis. Over the chest there is an upright R 
in lead V, and an rsR in lead V» and V3 with a 
QRS interval of about 0.10 of a second. Non-specific 
T wave inversion is seen in leads V,, V2 and V3. 
The transition zone is markedly delayed, occurring 
between V; and Vg. I interpret these changes as 
compatible with an incomplete right bundle branch 
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Figure 1. The mitral valve is thickened and retracted. 
H and E. Green filter. x6.5. 


block and suggestive of acute cor pulmonale with 
evidence of paroxysmal tachycardia and clockwise 
rotation of the heart. 

Dr. Delp: Thank you. There are no x-ray studies 
on our patient, so we will now have the discussion. 


Differential Diagnosis 


Dr. Lum: This 46-year-old white woman was ad- 
mitted here with a four-year history of swelling of 
the legs. Eight weeks before that she had been hos- 
pitalized elsewhere because of weakness and nausea, 
and at that time she had hepatomegaly, dyspnea and 
upper abdominal pain. Two days before admission 
here she developed a cough and hemoptysis; and she 
later became unresponsive and went into shock. Physi- 
cal findings at that time included tachycardia, tach- 
ypnea, irregular heart beat, absence of peripheral 
pulses, cervical venous distention, hepatomegaly and 
peripheral edema. She died five hours after being 
admitted. 

My differential diagnosis is based on the causes of 
intractable heart failure in a middle-aged woman. 
There is no reason to suspect such common causes of 
heart failure as hypertensive, coronary and valvular 
heart diseases because these diseases usually present 
with an early onset of pulmonary congestion which is 
not seen here. Pulmonary and tricupsid valvular 
lesions often lead to right heart failure as manifested 
by our patient. The presence of shock may have 
masked a murmur, but there was no history of a 
murmur. In addition, right valvular lesions are usually 
associated with left valvular lesions. Congenital heart 
disease rarely manifests itself in later life, and the 
lack of any positive supporting evidence in the pa- 


tient’s history and physical findings makes this diag- 
nosis untenable. 

Collagen diseases sometimes produce heart fail- 
ure, but are usually associated with multiple organ 
manifestations. There is no evidence here to support 
a diagnosis of hematopoietic disorders such as anemia. 

Vascular disorders such as an arteriovenous fistula 
must be considered, but no murmurs or thrills were 
reported. Obstructive lesions of the inferior vena cava 
do not produce cervical venous distention. Primary 
neoplasm of the heart, such as fibroma, rhabdomyoma 
and sarcoma are extremely rare and have a rapid,in- 
tractable course. Myomas are slightly less rare, but 
are usually found in the left atrium. Murmurs and 
symptoms of marked pulmonary congestion are pres- 
ent. Metastatic lesions of the pericardium and myo- 
cardium can be ruled out because of the absence of a 
demonstrable primary site. 

The presence of an enlarged thyroid suggests the 
possibility of thyrotoxic heart disease, but because of 
the lack of associated findings of thyrotoxicosis, I 
shall dismiss it as a primary diagnosis. Myxedema 
and other endocrinopathies can be discarded for the 
same reason. 

Diseases producing chronic cor pulmonale such as 
emphysema, asthma, bronchiectasis, sarcoidosis, and 
the granulomatoses are unlikely because of the lack of 
supportive clinical and historical evidence. Primary 
pulmonary hypertension is manifested by exertional 
dyspnea, weakness, exertional precordial pain and 
syncope, and these symptoms usually appear early in 
the course of the disease. Cor pulmonale due to pul- 
monary embolization could be a possibility later in 
her course, but it is an unlikely primary diagnosis of 
the early failure observed. 

The most common myocarditides such as those as- 
sociated with infection, toxic agents and hypersensi- 
tivity reactions may be ruled out because of the lack 
of clinical history. A more attractive diagnosis is that 
of endomyocardial fibrosis which rarely presents 
with predominantly right heart failure because of in- 
volvement of the right ventricle. The course of the 
disease may vary from one month to several years 
duration often with minor symptoms. At times the 
picture is that of early left heart failure. 

Another possible diagnosis is chronic constrictive 
pericarditis. Findings compatible with that diag- 
nosis are effort dyspnea, hydrothorax, ascites, edema 
of the ankles and legs, palpitation, weakness, hepa- 
tomegaly with abdominal discomfort, cervical venous 
distention, nausea and vomiting. The second pul- 
monic sound is greater than the second aortic sound, 
and there are rales, an irregular cardiac rhythm cya- 
nosis, and a palpable spleen. All of these signs and 
symptoms were found in our patient, and all are 
characteristic of constrictive pericarditis. 

Under the category of metabolic heart disease 
hemachromatosis is an unlikely diagnosis because of 
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the absence of bronze diabetes. Xanthomatosis, glyco- 
gen storage disease, fatty infiltration of the heart, and 
toxic agents can be ruled out because of the lack of 
history and clinical evidence. There is no evidence of 
a chronic suppurative disease such as tuberculosis to 
support the diagnosis of secondary amyloidosis. Amy- 
loid may be virtually localized to the heart in primary 
cardiac amyloidosis, but that form of the disease has 
been found only in patients over 60 years of age. 

Primary systemic amyloidosis is characterized by 
the deposition of amyloid in mesodermal tissue, the 
cardiovascular system, the gastrointestinal tract, lymph 
nodes, and in smooth and striated muscles. There is 
minimal deposition in the liver, spleen, kidneys and 
adrenals which, in contrast, these are sites of maximal 
deposition in secondary amyloidosis. Cardiac involve- 
ment is found in 80 per cent of the cases of primary 
systemic amyloidosis at autopsy, and is sufficient to 
produce congestive failure in 50 per cent of the 
cases. Death occurs in about 40 per cent. In primary 
systemic amyloidosis there may be clinical findings of 
macroglossia, nodules or plaques in the skin and buc- 
cal mucosa and other skin lesions, lymphadenopathy 
and purpura. It has been reported, however, that in 
50 per cent of the cases with congestive failure there 
was Clinical evidence of myocardial damage alone. 
There have been no reported cases of recovery from 
primary amyloidosis. The course of the disease is ex- 
tremely variable, and the average survival period is 
32 months. The longest surviving patient lived for 
14 years. 

Heart failure can result from a variety of amyloid 
lesions such as diffuse or nodular myocardial deposits, 
infiltration of the visceral pericardium or endocardium 
and involvement of the valves of coronary arteries. 
Combined lesions occur and give rise to complex 
clinical pictures. In some cases constrictive pericar- 
ditis may be closely mimicked by amyloidosis of the 
heart resulting in restriction of myocardial contrac- 
tion and relaxation. As in the case of other rare or 
atypical diseases, the diagnosis is largely a matter of 
awareness of the possibility of systemic amyloidosis. 

In summary, I believe that our patient had primary 
systemic amyloidosis. Early in her course cardiac in- 
volvement produced a relatively mild right heart fail- 
ure with subsequent progression, and severe symptoms 
developed eight weeks before death. At that time 
amyloid infiltration of the lungs and also a relatively 
silent pulmonary embolization could have been con- 
tributing factors. I believe that terminally there was 
massive, multiple pulmonary embolization which re- 
sulted in hemoptysis, shock and death. Enlargement 
of her left leg suggests that the emboli may have 
originated from the veins in that leg. 


Clinical Discussion 


Dr. Delp: Thank you, Dr. Lum. What is your pri- 
mary diagnosis, Mr. Hutcherson? 


Mr. Hutcherson: Chronic constrictive pericarditis 
terminating with acute cor pulmonale as a result of 
embolization. 

Dr. Delp: Mr. Hubert? 

Mr. Hubert: Primary amyloidosis. 

Dr. Delp: Mr. Dahl? 

Mr. Dahl: Chronic constrictive pericarditis and 
pulmonary embolus. 

Mr. Borgendale: I believe she had endomyocardial 
fibroelastosis with mural thrombi which are commonly 
found in that disease and which, in turn, resulted in 
numerous episodes of embolization. 

Dr. Delp: How do you explain the vascular col- 
lapse which apparently occurred during her five weeks 
of hospitalization, Mr. Hutcherson? 

Mr. Hutcherson: It could be explained on the basis 
of pulmonary embolization leading to shock and 
coma. 

Mr. Borgendale: She could have had previous epi- 
sodes of pulmonary embolization and, finally, a cere- 
bral embolus from a mural thrombus. 

Dr. Delp: Five weeks before her admission here 
her local doctor found that her liver was enlarged, 
and at that time it was his impression that she was 
jaundiced. How do you explain that, Mr. Hutcherson ? 

Mr. Hutcherson: Hepatocellular damage can occur 
in congestive failure and engorgement of the liver. 
I do not believe, however, that that was of any sig- 
nificance in her clinical course. 

Mr. Dahl: Amyloid may produce yellow papules 
and plaques, but I doubt that it would produce jaun- 
dice. If she had jaundice it probably was because of 
hepatocellular damage. 

Dr. Delp: Mr. Borgendale, do you believe that the 
patient had pulmonary emboli five weeks before her 
admission here and before her original hospitalization 
elsewhere? 

Mr. Borgendale: Jaundice is often associated with 
pulmonary emboli, and that could have been the 
reason for her first complaint of dyspnea. 

Dr. Delp: How do you account for the fact that 
she did not have orthopnea, Mr. Hutcherson? 

Mr. Hutcherson: It is compatible with constrictive 
pericarditis because there is no pulmonary flow to pro- 
duce pulmonary congestion. 

Dr. Delp: Mr. Hubert? 

Mr. Hubert: Initially she probably had right heart 
failure which does not give rise to pulmonary con- 
gestion. 

Mr. Dahl: Constrictive pericarditis limits the in- 
crease in output. Perhaps she only had slight tachy- 
cardia and dyspnea on exertion. 

Mr. Borgendale: Endomyocardial fibroelastosis 
can cause the same physiological changes as those 
found in pericarditis. 

Dr. Delp: There is a paucity of auscultory findings 
of the heart mentioned here. What other auscultory 
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findings would you have wanted to hear, Mr. Hubert ? 

Mr. Hubert: I would have tried to hear a friction 
rub. 

Dr. Delp: Mr. Dahl? 

Mr. Dahl: Shock could have been the reason for 
not hearing the murmur. 

Dr. Delp: Dr. Crockett, may we have your discus- 
sion, please? 

Dr. James E. Crockett (cardiologist): It has 
been carefully pointed out that our patient appears 
to have had right heart disease. She did not have 
orthopnea, and apparently exertional dyspnea was not 
a significant symptom until late in her course. She had 
no past history of left heart disease of any type that 
we would be likely to diagnose. An interesting fact 
is that she had had swelling of her legs for four years 
before admission, but she was apparently considered 
to be in good health until about eight weeks before 
admission when nausea and weakness developed. 

The question arises as to whether or not she had 
had severe vericose veins with dependent edema for 
several years. She was believed to be in good health, 
apparently, because her symptoms were recognized 
and not considered to be serious problems. She prob- 
ably went into right heart failure, however, about 
eight weeks before admission, although we can not 
be certain of this sequence. At any rate there was a 
significant change in her illness about eight weeks 
before admission, and it must be assumed that it 
was either the onset of right heart failure or an inten- 
sification of right heart failure. In my opinion the 
electrocardiogram shows right ventricular hypertrophy 
rather than right bundle branch block. I believe that 
there was a QR wave over the right precordium rather 
than an rsR as would be expected. I am uncertain 
about the arrhythmia which was present, and although 
it seemed to be atrial in origin, I am not sure that it 
was an uncomplicated atrial tachycardia. This could 
represent a form of paroxysmal atrial tachycardia. It 
would be interesting to know whether the patient 
had received digitalis. 

Dr. Delp: We do not know whether or not she 
received digitalis before her admission here. 

Dr. Crockett: It seems to me that a patient with 
such a clinical picture must have been receiving some 
digitalis. She was probably acutely cyanotic for a 
while, but patients in such a situation become sen- 
sitive to digitalis. If her doctor became apprehensive 
and began to push digitalis it would be a perfect 
clinical situation for digitalis intoxication and this 
particular arrhythmia which is so frequently associ- 
ated with digitalis intoxication. Consttictive peri- 
carditis would certainly have to be considered. I am 
somewhat concerned about the length of the patient’s 
illness. It is my assumption that the swelling of her 
legs was not related to cardiac disease. 


Carcinoid syndrome must be mentioned here with 
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the well-recognized involvement of the tricuspid and 
pulmonary valve. The absence of murmurs does not 
particularly disturb me because she did not have an 
obtainable blood pressure. The blood was not cours- 
ing vigorously through the heart, and dynamic find- 
ings could have been altered considerably with the 
result of complete loss of pulmonary systolic murmur 
secondary to pulmonary stenosis. 

It is my impression that the patient had had pul- 
monary embolization and thrombophlebitis for an 
undetermined period of time, and we are actually 
seeing here the Castlemen-Bland syndrome. I believe 
that her right heart failure was secondary to this con- 
dition, and that the terminal episode was probably 
related to a massive pulmonary embolism. I am im- 
pressed by the fact that she had a cough, and on one 
occasion had brought up dark blood in her sputum. 
Her left leg was larger than her right, but there was 
bilateral edema. I believe that the terminal episode 
was a massive pulmonary embolus producing the 
shock state, and the absence of auscultory findings 
may have been related to the serious degree of shock 
and failure which was present. We might have an- 
ticipated hearing a third or fourth sound. She cer- 
tainly had a loud pulmonic second sound which would 
be associated with either acute or chronic cor pul- 
monale. 

Dr. Delp: Thank you. May we hear from you 
now, please, Dr. Rankin? 

Dr. Thomas J. Rankin (internist): My one defi- 
nite impression is that the patient did not have the 
terminal heart failure of gargoylism because she was 
not described as having a gargoyl-like face. The most 
significant thing to me is her long-standing history 
of a mild, relatively symptomless edema of the legs 
which definitely points to a chronic background to 
the disease from which she died. It seems that the 
alternatives are four: (1) she began with a primary 
cardiac disease of right-sided origin; (2) she began 
with primary hepatic disease; (3) she had thyroid 
disease, the thyroid being diffusely enlarged; (4) the 
Depuytren’s contractures of the fingers of her left 
hand suggest that she could have had a shoulder-hand 
phenomenon as a result of acute and asymptomatic 
coronary damage. She could also have had a low grade 
chronic granulomatous disease of the liver which was 
not an active process, and the edema which she had 
for four years may have been due to that. Some ob- 
servers agree that the spleen was enlarged and pal- 
pable, and, in my opinion, that adds to the possibility. 
If one supposes that disease in the liver did exist as 
part of her approach, however, in order to explain the 
total events one would be compelled to say that she 
was tuberculous and return to the opinion formed 
by the students that she also had a constrictive peri- 
carditis of tuberculous origin. If such were the case 
the suddenness of change from chronic edema of the 
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lower extremities to a terminal illness could induce 
such phenomena as Budd’s cirrhosis. 

If hepatic disease is considered as the background 
of these symptoms one must also consider the low 
gtade persistent chronic hepatitis which is sometimes 
without symptoms. At autopsy it is sometimes be- 
lieved to have existed with no suspicion on the part 
of the physician. Dr. Crockett explained the terminal 
cardiac findings by multiple embolizations from the 
edematous lower extremities and right heart failure 
at the conclusion of the picture. My diagnosis, how- 
ever, is constrictive pericarditis. 

Dr. Delp: Thank you. May we have your opinion, 
Dr. McKee? 

Dr. Wallace McKee (internist): The most sig- 
nificant thing to me is the onset of the relation be- 
tween the edema and the liver difficulties. The liver 
was enlarged on admission, and before that she had 
had edema. She had a hepato-jugular reflex which 
suggests that she may have had tricuspid valve in- 
sufficiency. It is entirely possible for an individual 
to have tricuspid valve insufficiency for several years 
and still not have too much difficulty with respiration. 
I assume that the enlarged liver and spleen, edema 
of the legs, and the tricupsid insufficiency were all 
present for a period of four years. There is evidence 
that she had pulmonary hypertension, and the ques- 
tion arises whether it was acute, chronic or subacute. 
I assume that it was present for a long time together 
with evidence of right heart enlargement and the in- 
creased pulmonary second sound. As a differential 
diagnosis of pulmonary hypertension the collagen dis- 
ease, perhaps, has not been mentioned sufficiently. 
Periarteritis and lupus erythematosus can cause pul- 
monary hypertension, and these, plus the granulom- 
atous diseases can cause a considerable amount of 
respiratory distress in association with the failure that 
might ensue. The respiratory distress is usually rather 
striking at first. At the other end of the lung the left 
side of the heart can cause difficulty. A diagnosis of 
mitral stenosis was not made because there were no 
murmurs, but I believe that the lack of murmurs is 
insignificant because of reasons already mentioned. 
The patient apparently had a normal blood pressure. 
I must forego the diagnosis of constrictive pericar- 
ditis. There was probably a tight non-audible mitral 
stenosis with pulmonary emboli and pulmonary 
thrombotic phenomena occurring later. I do not know 
whether this was embolization or thrombosis. The 
yellowish discoloration which is frequently found 
with pulmonary embolization was present. 

Dr. Delp: Thank you. Dr. Dunn? 

Dr. Marvin Dunn (cardiologist): The fact that 
this patient was a well developed and well nourished 
woman makes me disfavor the diagnosis of systemic 
disease for more than four years. If this were an 
hepatocellular disease of that duration I certainly 
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would have anticipated some muscle wasting at that 
stage of the disease. In my opinion the most significant 
physical finding is the loud second sound, and the 
other positive finding is the electrocardiogram which, 
as Dr. Crockett has pointed out, shows a QR com- 
plex at the V, and Vz positions. The combination of 
these two findings suggests a disease that had pro- 
duced pulmonary hypertension over a long period of 
time rather than an acute episode of pulmonary 
hypertension. The other possibilities, atrial septal 
defect and ventricular septal defect, certainly could 
live to this age and gradually develop pulmonary 
hypertension. I would have expected, however, that 
the last few years of the patient’s life would have 
been associated more with cardiovascular symptoms 
than seem to be apparent here. 

Primary pulmonary disease is another diagnosis 
that has not been emphasized. Castlemen-Bland syn- 
drome has been mentioned, and I believe that it 
would be more compatible with the patient’s general 
clinical course than some of the other suggestions 
that have been made. I believe that the patient had 
either Castlemen-Bland syndrome or primary pul- 
monary disease resulting in right heart failure and 
cor pulmonale, and that the terminal event was mas- 
sive pulmonary embolus. 

Dr. Delp: Thank you, Dr. Dunn. May we have 
your report now, Dr. Klionsky? 


Pathological Report 


Dr. Bernard Klionsky (pathologist): Major 
findings were in the heart and lungs. The heart 
weighed 340 grams and showed a moderate rheumatic 
mitral stenosis with fibrosis, adhesions and contracture 
of the valve and of the chordae tendineae. The orifice 
which measured 11/, cm. in diameter, was not tightly 
sclerotic. The left atrium and right ventricle were 
hypertrophied. Mural thrombi were present in the 
left and right atria. A section of heart shows a thick- 
ened mitral valve (Figure 2) shortened, thick chordae 
tendineae with adhesions between the valve and the 
papillary muscle. 

Thromboses were present not only in the left iliac 
but in the left ovarian vein (Figure 3). Ovarian 
veins are frequently the source of thrombi and emboli. 
The thrombi were organizing at the periphery, but 
were fairly fresh centrally. If a recent embolus had 
occurred from some of this fresher central area, there 
would be no way microscopically of detecting it as 
thrombus. A fresh blood clot in the pulmonary 
arteries would be all that would be found. There 
were a number «i vessels in the lung where one could 
see blood clots both grossly and microscopically, but 
none could be proved to be of a definite ante mortem 
status. No older emboli were present, but there were 
some areas of hemorrhage, particularly in the right 
lower lobe, and some areas of actual infarction. 
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Figure 2. Ovarian vein is filled by a laminated throm- 
bus. H and E. Green filter. x12. 


The left lung showed a different process. There was 
3,000 ml. of fluid in the left thorax, and the left 
lower lobe was completely atelectatic. Multiple nod- 
ules were noted grossly in the vicinity of bronchi 
and blood vessels in the left upper lobe only. There 
were a few relatively fresh thrombi in small branches 
of hepatic veins, and there were some areas of fresh 
necrosis within the liver, presumably caused by a 
combination of venous stasis and systemic shock. 


Figure 3. Lymph node containing multiple noncase- 
ating granulomas. H and E. Green filter. x63. 
3 


There were no older lesions within the liver to 
explain the previous jaundice. The relatively slight 
degree of congestion in the liver might suggest that 
heart failure was not advanced and that the edema in 
the extremities may have been related, at least in part, 
to the venous thromboses. 

The lymph nodes (Figure 4) and the peripheral 
areas of the lung contained multiple granulomatous 
nodules, usually discrete, occasionally confluent. No 
caseation was present; histiocytic giant cells were 
found. High power views of a granuloma and giant 
cells showed some suggestive inclusions which could 
not be identified. The morphology is consistent with 
the diagnosis of sarcoidosis. Multiple sections were 
stained with auramine-rhodamine and examined un- 
der the fluorescent microscope for acid-fast bacilli. 
Special stains for tubercle bacilli, fungi and bacteria 
were negative. Polarizing microscopy revealed a small 
amount of silica at the periphery of anthrocotic 
nodules. The quantity of silica is not sufficient to 
produce the granulomas. There was no crystalline 
material to suggest berylliosis. 

Granulomatous nodules which were found in the 
left atrium of the heart (Figure 5) have been de- 
scribed in approximately 20 per cent of cases of sar- 
coid. It is believed that they tend to follow the bron- 
chi and pulmonary veins to the hilar area of the lung 


Figure 4. A focus of granulomatous inflammation in 
the myocardium. H and E. Green filter. x290. 
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and to the pericardium and atria. Sometimes con- 
strictive pericarditis and extensive cardiac involve- 
ment are present in sarcoidosis. In this case the car- 
diac involvement was so slight that little significance 
can be attributed to it. 

The diagnosis of sarcoidosis is one of exclusion; 
it should not be made until the necessary historical, 
clinical, cultural and morphologic investigations have 
failed to identify a specific etiologic agent. This lesion 
was not recognized in time for all of these studies 
to be performed, but is compatible with sarcoid. 

In review and in retrospect, the patient had multi- 
ple factors contributing to pulmonary hypertension 
and right heart failure; moderate mitral stenosis of 
long standing, the sarcoid-like granulomatous process 
and, terminally, pulmonary emboli. 

Dr. Delp: Thank you, Dr. Klionsky. It is my own 
opinion that the patient had rheumatic valvular heart 
disease. She died for essentially the same reason and 
at about the same time that most patients with chronic 
rheumatic valvular heart disease die. The usual clue 
to this is, of course, the presence of valvular heart 
sounds and murmurs which, in this case, were not 
heard. I cling to the explanation that the murmurs 
were not heard because of the patient’s degree of 
peripheral and general vascular collapse. That fact 
should always be uppermost in our minds when we 
see a patient in such a condition. Murmurs could be 
there under other circumstances, and rheumatic heart 
disease is a common type of heart disease. Although 
the sarcoidosis is an interesting finding, I do not 
attach much significance to it. 


Pathological Anatomical Diagnosis 


HEALED RHEUMATIC VALVULITIS OF THE 
MITRAL VALVE, with mitral stenosis, moderate and 
mitral insufficiency, slight. 

FIBROCASEOUS GRANULOMAS of the upper 
lobe of the left lung and of the hilar lymph nodes, 
multiple (compatible with SARCOIDOSIS). 

Granulomatous myocarditis, focal, slight. 

Hypertrophy and dilatation of the left atrium, mod- 
erate; of the right ventricle, slight; dilatation of the 
right side of the heart, moderate. 

Mural thrombosis of the left auricular appendage, 
advanced; of the right auricular appendage, slight. 

Thrombosis of the left iliac and left ovarian veins, 
advanced. 

RECENT INFARCTIONS OF THE LOWER 
LOBE OF THE RIGHT LUNG, multiple, advanced. 
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f THESIS 


Phenylketonuria—An Inborn Error of Metabolism 


DAVID A. BALL, M.D., Kansas City, Missouri 


OVER THE COURSE of several centuries physicians 
have gradually gained more complete understanding 
of numerous disease states. These advances have 
come only as the etiological factors in disease were 
understood. As medicine emerged from the realm of 
magic, rational theories of etiology were sought. At 
first the causes of disease were explained in terms of 
gross, morphological changes in the body and its 
organs. With the advent of the microscope, disease 
was studied at the level of the cell. In our own cen- 
tury the techniques of biochemistry and genetics have 
made it possible for physicians to trace the etiology of 
a certain number of diseases to the basic level of bio- 
logical inheritance, the gene. 

An increasing number of diseases are now under- 
stood to be related to the transmission of abnormal 
genetic material. These genetic diseases are assuming 
greater significance in clinical medicine as other 
categories of diseases such as nutritional and infec- 
tious diseases are brought under control. A group of 
the genetically produced diseases are expressed as 
disorders in metabolism and have thus been termed, 
“Inborn Errors of Metabolism.” In this paper the 
conceptual basis of the inborn errors of metabolism 
will be discussed and this discussion illustrated with 
a specific disease, phenylketonuria. 

It is a common observation that there is, within cer- 
tain limits, rather wide individual variation of ap- 
pearance and constitution within the human ace. 


This is one of a group of theses written by fourth year 
students at the University of Kansas School of Medicine, 
selected for publication by the Editorial Board from a group 
judged to be best by the faculty at the school. David A. 
Ball, M.D., is now serving internship at St. Luke’s Hospital, 
Kansas City, Missouri. 
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Phenylketonuria is but one of an ever growing list 
of diseases which is being defined in terms of some 
inherited defect. These diseases may seem to be 
unimportant from the standpoint of frequency of 
occurrence, however, their importance in terms of the 
knowledge they have provided about the nature of the 
body’s metabolic processes and their dependence on 
hereditary control is of much greater importance. 
These inborn errors of metabolism have provided a 
common meeting ground for the fields of genetics, 
biochemistry, and clinical medicine and resulting 
from this meeting each of these fields has been 
strengthened. 


Part of this individuality in appearance and constitu- 
tion results from man’s great genetic diversity. In the 
human race genetically homogenous strains do not 
exist. With the exception of monovular twins, each 
person has a unique genetic inheritance. Man’s indi- 
viduality is a result of the blending of hereditary and 
environmental factors each of which has its own zone 
of influence. Environmental factors of extreme variety 
influence the expression of each person’s individu- 
ality. However, this individuality within the environ- 
ment is held within certain limits by hereditary or 
genetic factors. One example, pertinent to this dis- 
cussion, of the limits established by genetic control, 
is the relative constancy of the body’s chemical com- 
position, and the uniformity in rate and direction of 
metabolic processes. 

Occasionally, deviations from the normal limits 
occur in the chemical or metabolic constancy of the 
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body. Some of these deviations produce so little effect 
that they go unnoticed. At other times these devia- 
tions produce effects of such magnitude that they may 
be properly termed a disease. Many of these devia- 
tions represent extremes of distribution of a trait, 
while others are the consequence of acquired dysfunc- 
tion, such as the respiratory acidosis seen in advanced 
pulmonary emphysema. However, a rather significant 
number of these deviations represent inheritable dis- 
orders which can be directly attributed to a mutant 
gene. The inborn errors of metabolism are genetic 
produced deviations of sufficient magnitude to result 
in a disease state. 


Inborn Errors of Metabolism 


In 1908 Sir Archibold Garrod introduced the term 
“Inborn Errors of Metabolism.” This concept was 
the result of his studies and observations on alkap- 
tonuria, cystinuria, albinism, and pentosuria. Garrod 
proposed the concept that certain diseases of lifelong 
duration occurred as a result of blocks in the normal 
pathways of metabolism. He further postulated that 
these metabolic blocks were a result of the deficiency 
or inactivity of an enzyme. Forty years later Garrod’s 
concept was extended to the genic level with the 
demonstration that each enzyme is dependent on the 
integrity of a specific gene. 

In view of our present knowledge we may define 
an inborn metabolic error as a permanent, inherited 
condition due to a primary enzyme abnormality. 
Resulting from this enzyme abnormality one or more 
chemical compounds may follow an altered metabolic 
pathway and may produce either abnormally high or 
low concentrations of certain compounds in the body 
fluids. Such is the condition in phenylketonuria where 
the concentration of phenylalanine in the blood and 
cerebro-spinal fluid rises to abnormally high concen- 
trations. 

There is a common principle of etiological formula- 
tion which is relevant to all the inborn errors of 
metabolism. The mutant genetic information results 
in the enzymes related to the abnormal gene being 
formed with structural defects. The enzymes are pro- 
teins whose chemical activity is closely correlated to 
their structure. As the occurrence of each metabolic 
step is dependent upon a specific enzyme the altera- 
tion of any enzyme will be manifest as a failure in 
the metabolic step normally controlled by this enzyme. 
This may be illustrated as follows: 


Gene I 


Enzyme I 


Precursor A ————> Product B 
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If Gene I is altered by a mutational event, Enzyme 
I will as a result be altered. Then Precursor A will 
not be converted to Product B at the normal rate. 
The genetic loss of capacity to create a normal enzyme 
results in disease if Precursor A has toxic effects or if 
Product B is required in some important biochemical 
reaction. 

Phenylketonuria is an example of a disease pro- 
duced by the accumulation of a toxic compound. 
Failure of the enzyme phenylalanine hydroxylase to 
convert phenylalanine to tyrosine results in the ac- 
cumulation of abnormal quantities of phenylalanine. 
There are several examples of the situation in which 
the disease is the result of the failure to produce a 
necessary compound. Most mammals have an enzyme 
which will mediate a reaction for the formation of 
ascorbic acid. However in the entire human race the 
capacity for the endogenous formation of Vitamin C 
has been lost through the inheritance of a mutant 
gene. Thus man’s diet must supply his needs for 
Vitamin C directly, or he will develop scurvy. An- 
other way of stating this is that all human beings are 
afflicted with scurvy which is held in remission for 
most of us by the ascorbic acid supplied in our diet. 
Eventually the role of each of the amino acids and 
vitamins known to be essential in the human diet may 
be analyzed in terms of a single enzyme defect. 

The term ‘molecular diseases” has been used to de- 
scribe the inborn errors of metabolism. Pauling intro- 
duced this term in 1949 in connection with his studies 
of the inherited condition, sickle cell anemia. All of 
these diseases result from molecular defects in genes 
and subsequently in their related enzymes. It would 
appear likely that with further study the etiology of 
many more diseases both inherited and acquired will 
be traced to a molecular basis. 

Now a word about the eugenic implications of the 
inborn metabolic errors. The majority of these dis- 
eases, including phenylketonuria, are transmitted as 
autosomal recessive traits. Recessivity reduces the 
dependence of the character on the gene. If the reces- 
sive gene is very rare the possibility of an individual 
receiving the mutant gene from each parent is very 
remote. Thus these offending genes are maintained in 
the population almost entirely by transmission through 
normal heterozygotes or carriers. These people carry 
the mutant gene, but because it is recessive it does not 
become manifest. Many diseases due to recessive 
genes have been identified in man, and undoubtedly 
many more will be identified. It is estimated that two 
people out of three are carriers of at least one serious 
recessive defect. As will be shown in the case of 
phenylketonuria, in all of these diseases consanguin- 
eous marriage greatly increases the probability of 
some undesirable recessive trait in the offspring. Due 
to the recessive nature of these diseases, the field of 
eugenics has little to offer toward their prevention at 
the present time. If methods were developed to more 
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accurately identify the heterozygotes for a wide 
variety of disease states then there would be definite 
eugenic application. At present the chief importance 
of the eugenic view-point is in advising parents 
of a child with an inherited disease as to the possi- 
bility of any further children being affected by the 
disease. 


Phenylketonuria 


In the remaining portion of this paper a specific 
inborn metabolic error, phenylketonuria will be dis- 
cussed. The principles of etiological mechanisms as 
discussed in the preceding paragraphs are applicable 
to this disease. 

Phenylketonuria is an inborn error of metabolism 
observed in mentally deficient patients and is char- 
acterized by the presence of phenylpyruvic acid in the 
urine. This disease was first described in 1934 by 
Folling, a Norwegian biochemist, who reported the 
presence of phenylpyruvic acid in the urine of ten 
mentally defective patients. In 1947 Jervis identified 
the basic metabolic abnormality in this disease as 
the inability to oxidize phenylalanine to tyrosine. 
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Phenylalanine is one of the amino acids which 
must be supplied by the diet. The minumum daily 
requirement of phenylalanine for an adult is about 
1.10 grm. The normal metabolic pathway for the 
utilization of phenylalanine involves its conversion to 
tyrosine. The reverse of this reaction apparently does 
not occur to any significant degree. At least four of 
the body's hormones namely, epinephrine, norepi- 
nephrine, triiodothyronine and thyroxine, arise in me- 
tabolism from phenylalanine and tyrosine. 

The normal level of phenylalanine in the serum 
ranges from 1 to 4 mgm. per 100 ml.; however, in 
phenylketonuria the serum levels of phenylalanine 
may range as high as 20 to 60 mgm. per 100 ml. 
Studies with isotopically labeled phenylalanine re- 
veal that the rate of its conversion to tyrosine in chil- 
dren with phenylketonuria is only about one-tenth 
that of a normal individual. Thus with the failure of 
the normal metabolic pathways to deal with the 
phenylalanine provided in the diet, the phenylalanine 
level in the serum becomes quite high and results in 
secondary chemical abnormalities. 

In 1939 Jervis demonstrated that phenylketonuria 
is a recessive condition transmitted by a single auto- 
somal gene. It is present in each sex with equal fre- 
quency, since the gene is not located on the sex 
chromosomes. It has been clearly shown that the 
main features of this disease are the result of a 
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single gene and not the composite result of several 
genes. The disease is present only in those individuals 
who receive two of the abnormal genes, one from 
each parent. The typical pattern of inheritance is 
from two apparently normal parents who are hetero- 
zygous for the disease. Following the Mendelian laws 
of inheritance, on the average one in four of their 
children will have phenylketonuria (homozygote), 
one will be normal and two apparently normal (het- 
erozygotes). When a rare hereditary disease like 
phenylketonuria appears in a family there is fre- 
quently no antecedent case in the family history. This 
is due to the recessive nature of the abnormal gene 
which may be transmitted through heterozygotes for 
numerous generations. Thus the lack of previous cases 
in the family history is of no value in excluding in- 
heritance as a factor in a rare recessive disorder. 

In the United States the incidence of phenylketo- 
nuria is about 1 in every 40,000 of the population. 
Phenylketonurics constitute about 1 per cent of the 
institutionalized mental defectives. The calculated fre- 
quency of heterozygotes in the population is about 1 
per cent. Thus the chance of a case of phenylketonuria 
occurring in a nonsanguineous marriage is 1/100 x 
1/100 or 1 in 10,000. However in first cousin mar- 
tiages the chance is increased to 1 in 800. Study of 
the families of phenylketonurics shows consanguinity 
to be present to some degree between about 8 per cent 
of the parents which is considerably higher than the 1 
per cent incidence of consanguineous marriages in 
the general population. In general, the more rare the 
metabolic disease, the higher will be the incidence of 
consanguineous marriages among the parents of those 
affected with the disease. 

The variety of clinical features seen in phenylketo- 
nurics have been carefully studied in a large number 
of patients. In keeping with the thesis presented in 
the introduction to this paper all the abnormalities 
seen in phenylketonuria should be viewed as either 
near or remote results of the failure in oxidation of 
phenylalanine to tyrosine. 

The majority of phenylketonurics are idiots. About 
one half of these patients never learn to talk and 
about one third are unable to learn to walk. A small 
group of phenylketonurics may be classed as border- 
line mental defectives, but seldom is their 1.Q. above 
80. The degree of mental retardation is usually stable 
as progressive mental deterioration is seldom part of 
the disease picture. 

There are no neuropathological findings regularly 
present in this disease to explain the clinical picture; 
however, localized or diffuse demyelination has been 
found in a certain percentage of individuals with 
phenylketonuria. 

The neurological findings in phenylketonuria in- 
clude hyperactive deep tendon reflexes, muscular 
hypertonicity, ataxia and tremors. The behavior of 
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phenylketonurics is described as restless, jerky, fear- 
ful, hyperactive and irritable. They frequently exhibit 
a repetitive, manneristic type of behavior. About one- 
fourth of the phenylketonuric patients have a history 
of convulsive seizures. The electroencephalographic 
findings in these patients are abnormal, however they 
are not diagnostic. 

Phenylketonurics are generally of light complexion 
and typically have blond hair and blue eyes. They are 
often described as attractive children in contrast to 
the usual appearance of the mentally defective child. 
It has been shown that there is a measurable defect 
in the amount of skin pigmentation of phenylketo- 
nurics. The mechanism of this defect is not known, but 
it probably involves an alteration in the metabolism 
of tyrosine which is the normal precursor of melanin. 
The coloration of phenylketonurics is generally 
lighter than that of the parents. The hair and skin 
tend to become darker when the patient is maintained 
on a low phenylalanine diet. 

In phenylketonuria the primary or central biochem- 
ical defect is the failure of the oxidation of pheny]l- 
alanine to tyrosine. The chemical findings which con- 
firms this are the excessively high blood levels of 
phenylalanine, the absence of a rise in blood tyrosine 
after the ingestion of phenylalanine and the very 
restricted conversion of labeled phenylalanine to 
tyrosine. The inactive enzyme in these patients has 
been identified as phenylalanine hydroxylase which 
is normally present in the liver. 

The excessively high level of phenylalanine in the 
blood and spinal fluid results in several abnormal 
conditions. First the excessive phenylalanine is par- 
tially converted by its transaminase to phenylpyruvic 
acid which in turn is converted to phenyllactic acid, 
phenylacetic acid, and phenylacetylglutamine all of 
which are excreted in the urine. Second the excess of 
phenylalanine inhibits normal pathways of tyrosine 
metabolism with a resulting partial defect in skin pig- 
mentation. Third the high levels of phenylalanine or 
one of its products causes some, as yet unexplained, 
damage to the central nervous system resulting in 
mental retardation, seizures, and the other neuro- 
logical abnormalities. 

Individuals who are heterozygous for phenylke- 
tonuria have no clinical manifestations of the dis- 
ease. However it is possible to identify the heterozy- 
gotes by means of a phenylalanine tolerance test. 
Parents of phenylketonurics when given a specific 
dose of phenylalanine show a higher and more sus- 
tained concentration of phenylalanine than do con- 
trols. These results suggest that the heterozygous 
carriers with one defective gene have less than the 
normal complement of active phenylalanine hydroxy- 
lase. 

The diagnosis of phenylketonuria should be ruled 
out in all cases of mental retardation. The diagnosis is 


made by demonstrating the presence of phenylpyruvic 
acid in the urine. When a few drops of 10 per cent 
ferric chloride solution are added to an acidified urine 
specimen an intense green color develops if phenyl- 
pyruvic acid is present. A urine moist diaper may be 
tested easily by the same method if a urine specimen 
is not available. In addition a paper reagent strip 
(Phenistix) is available which is specific for the 
detection of phenylketonuria. Thus the laboratory 
diagnosis of phenylketonuria is quite simple. It is 
important that the diagnosis be made while the pa- 
tient is very young due to the prospects of consider- 
able gain from the institution of treatment early in 
life. 

Several studies have been made on patients with 
phenylketonuria with regards to the effect of diet on 
the disease process. In these studies phenylketonurics 
of all ages have been maintained for several months 
on diets which have a very low content of phenylala- 
nine. Beneficial effects on intelligence were limited 
to patients under three years of age. Improvements in 
general behavior, EEG’s, and skin condition were 
observed in some older patients. However, the prob- 
lems involved in maintaining a low phenylalanine diet 
which is nutritionally adequate are considerable. The 
basis of the special diet used in the management of 
phenylketonuria is a synthetic mixture of essential 
amino acids which is made by hydrolyzing the milk 
protein, casein and removing the phenylalanine. It is 
not possible to devise a home diet which is sufficiently 
free of phenylalanine and yet adequate in the protein 
required for growth and maintenance. 

The observations made during the course of these 
dietary studies indicates that the metabolic disturb- 
ances associated with the high concentrations of 
phenylalanine in the plasma interfere with normal 
cerebral development rather than with the function 
of a normally developed brain. Thus any effort to 
alleviate the effects of this disease must be instituted 
early in life to prevent irreversible damage to the 
central nervous system. 

At the present time only a small number of chil- 
dren with phenylketonuria have been treated with a 
low phenylalanine diet since early infancy, however it 
is encouraging that all of the children in these studies 
appear to be developing normally. It has not been 
determined how long it will be necessary for phenyl- 
ketonurics to be maintained on a special diet, how- 
ever some observations suggest that the diet may not 
be necessary beyond two or three years of age. It is 
possible that some time in the future the missing en- 
zyme may be isolated in a suitable preparation to 
administer to these patients so that a special diet 
would not be necessary. 


Editor's Note: References may be obtained by writing 
The JouRNAL, 315 West Fourth Street, Topeka, Kansas. 
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From the Stacks 


Mrs. BLENDENA Evans, Librarian 
Stormont Medical Library, State House 
Room 516, Topeka, Kansas 
Telephone: Central 5-0011, ex. 297 or 298 


Monographs Available in This Library 


Genetics & Heredity 


Lindsey, A. W. Principles of organic evolution. 
Mosby. 1952. 

Peters, James A. Classic papers in genetics. 
Prentice-Hall, 1959. 

Sinnott, E. W. Principles of genetics. McGraw- 
Hill. 1939. 

Smith, H. W. From fish to philosopher. Ciba 
Foundation. 1959. 

Walter, H. E. Genetics, an introduction to the 
study of heredity. Macmillan. 1922. 

Ciba Foundation Symposium on Human biochem- 
ical genetics in relation to the problem of gene 
action. Little, Brown. 1959. 

Dickinson, R. L. Human sterilization; techniques 
of permanent conception control. 1950. 

Murphy, S. P. Heredity in uterine cancer. Harvard 
University Press. 1952. 

Newman, H. H. Twins, a study of heredity and 
environment. Univ. of Chicago Press. 1937. 
Olden, Marian. Survival of the unfittest. Birthright, 

Inc. 

Osborne, R. H. Genetic basis of morphological 
variation. Harvard University Press. 1959. 

Popenoe, P. W. Twenty-eight years of steriliza- 
tion in California. Pasadena. 1938. 

Reed, C. Counseling in medical genetics. Saunders. 
1955. 

Shurr, A. F. Heredity. McGraw-Hill. 1926. 

Woodside, M. Sterilization in North Carolina. 
North Carolina Press. 1950. 


Hygiene 


Diehl, H. S. Healthful living. McGraw-Hill. 1955. 
Elliott, Grace. Women after forty. Holt and Co. 
1936. 


Books and periodicals will be sent 
anywhere in the state. You pay only the 
postage, four cents for the first pound 
and one cent for each additional pound. 
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State Medical Library 


Kellogg Foundation. An experience in health 
education. Battle Creek. 1950. 

Miner, R. W. The regulation of hunger and appe- 
tite. New York Academy of Science. 1955. 

Otto, J. H. Modern health. Holt Co. 1955. 

Rosenberg, M. M. It is your life; keep healthy, 
stay young, live long. Scholastic book press. 
1940. 

Turner, C. E. Effective living. Mosby. 1945. 

Turner, C. E. Personal & community health. 
Mosby. 1952. 

U. S. Office of Education. Basic body measure- 
ments of school age children. Supp. of Doc. 
1953. 

Joint Committee on Health Problems in Education. 
School health services. National Education As- 
sociation. 1953. 

Winslow, E. E. Man and epidemics. Princeton 
University Press. 1952. 

Bender, A. E. Dictionary of nutrition and food 
technology. Academic press. 1960. 

Gavanna, E. Gourmet cookery for a low-fat diet. 
Prentice-Hall. 1956. 

Bellows, A. J. The philosophy of eating. Dutton. 
1867. 

Blum, S. Applied dietetics for adults and children 
in health and disease. Davis & Co. 1936. 

Borden Centennial Symposium on nutrition, New 
York, 1958. The nutritional ages of man, past, 
present and future. 

Bridges, M. A. Food and beverage analyses. Phila- 
delphia. 1942. 

Davis, A. Vitality through planned nutrition. 
Macmillan. 1949. 

Dobbin, E. The low fat, low cholesterol diet. 
Doubleday. 1951. 

Ellis, Rhoda. A Dictionary of dietetics. Philosophi- 
cal library. 1956. 

Fishbein, Morris. Your diet and your health. Mc- 
Graw-Hill. 1937. 

Florida. Citrus fruits in health and disease. Lake- 
land. 1956. 

Gotthoffer, N. R. Gelatin in nutrition and medi- 
cine. 1945. 

Hawley, E. E. The art and science of nutrition. 
Mosby. 1941. 

Johns Hopkins Hospital. Manual of applied nu- 
trition. Johns Hopkins Press. 1960. 

Kansas University School of Medicine. Dept. of 
Dietetics and Nutrition. Therapeutic meal plans. 
Univ. of Ks. Press. 1960. 


(Continued on page 500) 
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The President’s Message 


Dear Docror: 


This being my first President's Page, I feel I am not in 
an enviable position, though greatly honored to have been 
asked to fill the vacancy of our distinguished president, now 
deceased; a great man of medicine, a quiet, sincere, religious 
gentleman with the great respect of all. 

Following is a short report regarding our trip to St. Louis 
attending the one-day conference of the United States 
Chamber of Commerce. It was attended only by the higher 
echelon of business with invitations to presidents and 
executive secretaries of medical societies. The entire program 
was pointed as to what could be done to forestall the 
socialistic trends of the Federal government in business, 
medicine, and allied interests. They suggested training 
programs in economics and participation in politics on the 
local level. 

From the information obtained, I feel that medicine could 
only participate from the local level by contact education, 
very similar to the suggestions of the American Medical 
Association. 

I hope the medical profession will take more interest in 
public relations and to further educate the public in our side 
of the story regarding Federal medical legislation. 

In attending and acting as moderator at the postgraduate 
course in School Health, October 19, 1961, one could not 
help but be impressed with the tremendous job the Kansas 
University Medical School is doing in the field of 
postgraduate study. It has been growing each year until it has 
reached the stature of being one of the best in the United 
States and certainly deserves the attention and participation 
of the doctors throughout the state. 


Yours very truly, 


President 
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There are still approximately twenty-five seats 
which have not been reserved by the $100 deposit 
necessaty for the Charter Flight to Europe in June, 
1962. It is necessary that the airship be contracted 
for within the next month. Anyone interested please 
contact Dr. John Shellito or Dr. John Warren, 3244 
East Douglas, Wichita, Kansas. 


MEDICO is increasing the number of medical 
personnel serving in its overseas hospital and clinic 
installations. There are fifteen MEDICO-supported 
units in twelve countries in various parts of the 
world. New requests are being received for additional 
medical and surgical teams in South America and in 
the newly emerging countries in Africa. 

At present, surgeons, internists, general prac- 
titioners, and anaesthesia specialists are needed in 
Afghanistan, Cambodia, Vietnam, Malaya, Laos, 
and Haiti. Salaries, length of service and specific 
information concerning each project will be sent on 
request. Address inquiries to MEDICO Incorporated, 
420 Lexington Avenue, New York 17, New York. 


The Department of Medicine of the Menorah 
Medical Center will hold its annual A. Morris Gins- 
berg Memorial Seminar on November 28 and 29, 
1961. The guest this year will be Joseph B. Kirsner, 
Ph.D., M.D., Professor of Medicine, University of 
Chicago. 

All physicians are invited to attend. The general 
subject will concern Diagnosis and Management of 
Gastrointestinal disorders. 


The Third National Conference on the Medical 
Aspects of Sports sponsored by the American Medi- 


3 


Professional meetings, conferences, and postgraduate 
courses of national importance are listed for the Doc- 
tor’s CaLenpAR. Notice of the session is posted in 
advance to allow the physician time to make prepa- 


rations. 


cal Association, under the auspices of the AMA 
Committee on the Medical Aspects of Sports, will be 


held in Denver, Colorado, at the Cosmopolitan Hotel 
on November 26, 1961. The Conference will be held 
in conjunction with the annual Clinical Meeting of 
the American Medical Association, November 26-30, 
1961. 

Those interested in receiving announcements con- 
cerning the Conference should address the Secretary, 
Committee on the Medical Aspects of Sports, Ameri- 
can Medical Association, 535 North Dearborn Street, 


Chicago 10, Illinois. 


The Association of the American Medical Col- 


leges today announced the extension of the Foreign 
Fellowships for Medical Students program which is 
sponsored by Smith Kline & French Laboratories, 
Philadelphia pharmaceutical firm. 

Originally set up for a 3-year term and due to ex- 
pire in 1962, the program is to be extended through 


1963. 


NEW MEMBERS 


The Journat takes this opportunity to welcome these new 
members into the Kansas Medical Society. 


Keith W. Gallehugh, George E. Miller, Jr., M.D. 
M.D. 135 E. Claflin 
1400 Polk Salina, Kansas 
Great Bend, Kansas William A. Smiley, Jr., M.D. 
1011 Center Avenue 
Contes E. Maxwell, Mana 


.D. 
135 E. Claflin 


Salina, Kansas 


John G. Swails, M.D. 


Wathena, Kansas 
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(Editor's Note: In the October issue of the Jour- 
NAL OF THE KANSAS MEDICAL SOCIETY, we carried 
a discussion of the second annual enrollment of fed- 
eral workers under the Federal Employee Health 
Benefits Legislation. There is sufficient interest in 
the Blue Shield benefits under this program, that it 
seems appropriate to discuss the Blue Cross-Blue 
Shield Supplemental Benefits this month inasmuch 
as only the basic benefits were discussed in October.) 


The Deductible 


The “deductible” is the amount of expense a sub- 
scriber must incur for covered services or supplies 
before the Plan will pay Supplemental Benefits. The 
Deductible is $100 under the High Option program 
and $150 under the Low Option program. Expenses 
paid for by Basic Benefits are not counted toward 
the Deductible; nor will Supplemental Benefits re- 
imburse the subscriber for the Deductible. 

A separate Deductible applies for each subscriber 
during a Benefit Period and all members of the 
Federal Employees Plan administered by Blue Cross- 
Blue Shield are eligible for Supplemental Benefits. If 
two or more subscribers under the same family en- 
rollment are injured in the same accident, on/y one 
Deductible need be satisfied by those injured, how- 


ever. 
The Benefit Period 


A Benefit Period begins on the first day that a 
charge for covered services or supplies is incurred 
after the subscriber's coverage under this Plan first 
becomes effective; or on the first day that such a 
charge is incurred after the termination of a previous 
Benefit Period. In either case, the Benefit Period be- 


gins with the first incurred charge for covered serv- 


Supplemental Benefits 


ices Or supplies even though such charge is covered 
by Basic Benefits. An expense is “incurred” on the 
date the service or supply for which a charge is made 
is received. A Benefit Period ends twelve months 


after it begins. 
What Is a Covered Service? 


© Physicians’ services, including surgery, home, 
office and hospital visits and consultations. 

® Hospital services; however, any part of the hos- 
pital’s charge for room and board in excess of $25 a 
day (High Option) or $15 a day (Low Option) will 
not be allowed as a charge for a covered service. 

@ Anesthetics and administration. 

@ Oxygen and equipment for administration. 

© Blood transfusions, including the cost of blood, 
blood plasma and blood plasma expanders. 

® Radiation therapy. 

® Diagnostic examinations, including x-ray, lab- 
oratory, basal metabolism, electrocardiogram, electro- 
encephalograms and radioisotope. 

®@ Local professional ambulance service to or from 
a hospital for inpatients, or for outpatients receiving 
accident care. 

®@ Physical therapy rendered by a qualified pro- 
fessional physical therapist. 

@ Orthopedic braces (except corrective shoes), 
crutches, and prosthetic appliances such as artificial 
limbs and eyes, including their replacement, repair 
or adjustment. 

@ Rental of wheelchair and other durable equip- 
ment for medical treatment. 

@ Drugs and medicines requiring a written pre- 
scription. 

@ Services of special nutses in or out of the hos- 
pital; or a licensed practical nurse in the hospital. 
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However, under unusual circumstances, and upon 
written certificaton by the attending physician that 
the services of a professional registered nurse were 
necessary but unobtainable, the Carrier may determine 
that the services of a licensed practical nurse are 
covered services. 


Amount of Payment 


The Plan will pay Supplemental Benefits of 80 
per cent under the High Option or 75 per cent under 
the Low Option of charges for covered services and 
supplies which are in excess of the $100 (High 
Option) or $150 (Low Option) Deductible. How- 
ever, in the case of nervous or mental disorders, un- 
der both options the Plan will pay 50 per cent of 
charges in excess of the applicable Deductible for 
covered services and supplies (including drugs and 
medicines) received in the outpatient department of 
a hospital or outside of a hospital. 


Submitting a Claim 


As it was pointed out last month, Service State- 
ments for basic benefits are submitted by the physi- 
cian on the regular Blue Shield form. 

To submit for Supplemental Benefits, the sub- 
scriber must file a special claim after the Deductible 
has been satisfied. The subscriber should have forms 
in a kit which was distributed or the forms can be 
obtained from his personnel office, or by writing to 
the Blue Cross-Blue Shield office, in Topeka. The 
number, on this form, is FSP-1361. This completed 
form, plus the itemized bills for the medical expense 
should be sent to Kansas Blue Shield, Topeka. The 
only people who do not submit claims to Topeka, are 
those enrolled in Johnson and Wyandotte Counties, 
and these will be submitted to Blue Cross-Blue Shield, 
Kansas City, Missouri. 

Supplemental Benefits are paid to the subscriber 
except in very unusual circumstances where an as- 
signment has been obtained from the Federal Em- 
ployee. More information on these special assign- 
ments is available from the Physician Relations De- 
partment of Kansas Blue Shield, Topeka. 


Special Benefit Provisions 


To the extent that they are not covered by Basic 
Benefits, a certain amount (depending on the high 
or low option program in which the member is en- 
rolled) will be paid toward the following services 
in a physician's office, or elsewhere: 

@ X-ray examinations. 

Laboratory examinations. 

Basal metabolism examinations. 
Electrocardiograms. 
Electroencephalograms. 
Radioisotope examinations. 
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These benefits are paid regardless of whether the 
subscriber has satisfied the Deductible. The $20 
(High Option) or $25 (Low Option) payable by 
the subscriber may be used to help satisfy the De- 
ductible the member may have. If the Deductible 
has already been satisfied at the time the subscriber 
receives a service for which the special benefit is pay- 
able, Supplemental Benefits will be paid for the 
charges including high or low option. 


There Are Exclusions! 


It should be pointed out here that basic, maternity 
or supplemental benefits will nor be provided for 
charges incurred for any of the following: 

Services and supplies— 

© Furnished without charge, or paid for by a 
government. 

® For which the subscriber has no legal obliga- 
tion to pay, or for which no charge would be made 
if the subscriber had no health insurance coverage. 

@ Required as a result of war, or act of war, oc- 
curring after the effective date of the subscriber's 
coverage. 

@ Required as a result of occupational disease or 
injury for which any benefit is payable under work- 
men’s compensation or similar law. 

© For personal comfort, such as radio and tele- 
phone, beauty or barber services. 

@ For cosmetic purposes unless related to an ac- 
cidental injury occurring while the subscriber is cov- 
ered under this Plan; however, Basic Hospital Bene- 
fits are provided even if the hospital admission is for 
cosmetic purposes not related to accidental injury. 

@ For routine or periodic physical examinations, 
screening examinations, immunization shots, the re- 
moval of corns or calluses or the trimming of toenails. 

®@ Not medically necessary for the diagnosis or 
treatment of an illness, injury or bodily malfunction. 

Convalescent, custodial or rest cure care is not 
covered; travel, even though prescribed by a phy- 
sician is not covered; eyeglasses or hearing aids or 
examinations for them; physicians’ visits for the 
routine care or examination of a newborn child. 

SUPPLEMENTAL BENEFITS will not be pro- 
vided for: 

A. Dental care, dental surgery, or dental appli- 
ances unless required by accidental bodily injury oc- 
curring while the subscriber is covered under this 
Plan; except covered oral surgery is not excluded. 

B. Services or supplies required for obstetrical de- 
livery other than caesarean delivery or the complica- 
tions of pregnancy. 

C. Services or supplies to the extent benefits are 
available to the subscriber under any other health 
benefits plan held by reason of law or as a result of 
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Dr. Arthur C. Cherry, Jr., of the Topeka Medical 
Center has been elected a Fellow of the American 
Academy of Pediatrics. 


Dr. Hugh Bayles has been elected chief of staff 
of the St. Margaret’s Mercy Hospital in Fredonia. 


Dr. Edmer Beebe, Olathe, and Dr. Richard E. 
Speirs, Dodge City, have been appointed by Gov. 
John Anderson to the state board of healing arts. 


Dr. Robert Stoffer and Dr. Emmett McCusker 
of the Hertzler Clinic, Halstead, attended the ses- 
sions of the American Association of Medical Clinics 
in New York. 


Dr. Frances Allen, Newton, was the delegate from 
Bethel Clinic to the meeting of the American Associa- 
tion of Medical Clinics which was held in New York 
the latter part of September. 


Great Bend pediatrician, Dr. Marion Russell, has 
a role in two University of Kansas Extension Clinics 
being conducted in Western Kansas this fall. 


Dr. David W. Robinson, a Johnson County sur- 
geon is on his way to Vellore, India to give of his 
time and knowledge to the teaching of medical stu- 
dents in his field of plastic surgery. 


Dr. Norman E. Macy of Wichita, formerly of 
Longford, has been awarded a four-year followship 
to study general surgery at the Mayo Brothers Clinic 
at Rochester, Minn. 
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Personalities—in KANSAS MEDICINE 


Dr. L. E. Haughey of the Gelvin-Haughey Clinic, 
Concordia, attended a meeting of the American As- 
sociation of Medical Clinics in New York. 


Drs. Robert W. Webber and James C. Dowell 
have started practices of internal medicine in Salina. 
Their offices are at 416 S. Santa Fe. 


Dr. James J. Jambor, Dodge City physician, 
spoke and showed slides on dermatology at the Lions 
Club. Dr. Jambor spoke on common ailments and 
ways of treating them. 


Kansans were among the 1,100 surgeons inducted 
as fellows of the American College of Surgeons. 
They were Dr. Clarence H. Steele, Kansas City; 
Dr. Charles A. Isaac, Newton; and Dr. Kenneth 
D. Powers, Wichita. 


Dr. H. O. Marsh, Wichita, has been selected as 
chairman of the Medical Advisory Committee of the 
Sedgwick County Chapter of the National Foundation. 


Dr. Gaylord P. Neighbor or Kansas City was 
elected president of the Kansas Academy of General 
Practitioners at the close of the 11th annual conven- 
tion in Wichita. 

Other officers are: Dr. Norman H. Overholzer, 
El Dorado, president-elect; Dr. Floyd Beelman, 
Topeka, vice-president; and Dr. Galen Fields, Scott 
City, secretary. 


Drs. Thomas P. Butcher and J. L. Morgan, 
Emporia, took part in the program for the annual 
meeting of the Kansas Tuberculosis and Health 
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Heattu Cost TEst 


All plans to attack the health insurance problem 
are interesting, including the one being developed 
by the California Medical Association. 

The voluntary program there, which is expected 
to be in full operation after two years, would cost 
$24 per month and would cover 90 per cent of the 
health-care costs of the average family. 

Realizing that 72 per cent of all Californians are 
now covered by private health insurance plans, the 
doctors are working on the “segmented” approach. It 
would supplement existing programs to the point 
where a family of four would have 90 per cent cov- 
erage for hospitalization, medical services, health 
check-ups, laboratory fees and some psychiatric care. 
It is expected the plan would continue to cover people 
after they reach 65. 

If this program can be applied nationally, the spon- 
sors expect it will end public pressure for govern- 
ment-financed health care. The test will be how 
many families will want to budget $24 per month 
for this protection —Wéachita Evening Eagle & Bea- 
con, September 5, 1961. 


Unc e Sam, M.D. 


Uncle Sam is going into the health business in a 
big way if President Kennedy can sell Congress on 
his six-point proposal for Federal intervention in the 
fields of medical services and education, hospitaliza- 
tion, medical research, vocational rehabilitation and 
“youth fitness.” 

The most controversial item is a revival (with 
some revisions) of the medical care for the aged 
program that was rejected by Congress last year. Un- 
der the new specifications, the estimated cost of $1.5 
billion is to be met by a hike in Social Security taxes. 

The five other programs to be paid for with in- 
creased outlays of tax money are loosely figured to 


Editor’s Note. In this section the JourNat repro- 
duces editorials relating to medicine which have ap- 
peared in the lay press. An effort is made to include 
both favorable and unfavorable comments, and the 
Editorial Board in no instance assumes responsibility 
for the opinions expressed. 


cost something over $56 million for the first year 
and $170 million the second year and include con- 
struction of nursing homes and medical and dental 
schools, Federal medical and dental scholarships. 

The President insisted in his message that ‘This is 
not a program of socialized medicine.’’ It “guaran- 
teed,” he said, freedom of choice of doctor and hos- 
pital and is ‘in accordance with the traditional Amer- 
ican system of placing responsibility on the employee 
and the employer rather than on the general taxpayer, 
to help finance retirement and health costs.” 

We had somehow felt the “traditional American 
system” involved looking out for oneself and one’s 
kith and kin. 

Nor is there any ‘freedom of choice’ involved 
in payment of the increased Social Security taxes— 
even among those who are providing their own 
health insurance. 

Nor can we conceive of the government barging 
into the healing business in any large way without 
regimenting the medical profession and entailing 
the customary extravagance, inefficiency and bureau- 
cratic arrogance. 

Such a proposal would be of little surprise in a 
socialistic government, but serious considerations of 
them in our democratic government are almost un- 
believable-—Pratt Daily Tribune, February 14, 1961. 


USE YOUR MEDICAL 
LIBRARIES 


YOUR LIBRARIAN WILL BE 
HAPPY TO ASSIST YOU 
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Hearing Disorders 


Loss of hearing, a condition that afflicts nearly 
6,000,000 Americans, is the leading physical dis- 
ability in this country, according to a recent issue of 
Patterns of Disease, a Parke, Davis & Company pub- 
lication for the medical profession. 

There are, the report estimates, 24,000,000 dis- 
abilities among persons in the United States, ex- 
cluding those in institutions. Of these disabilities, 
25 per cent are some degree of deafness, although 
only a relatively small number of persons—109,000 
—can be considered totally deaf. And deafness is 
more common among men than women, the rate 
per 1,000 persons being one third greater for males. 

Contrary to common belief, being hard of hear- 
ing is not primarily an old folks’ complaint. In fact, 
almost three out of every five persons with hearing 
disorders are under 65. But incidence of deafness 
does increase with age, and after 65, its rise is sharp. 
In the 45-64 age group, for instance, the number of 
persons with hearing impairments is 52 per 1,000 
people, but for the 65-74 the rate is 129 per 1,000 
persons. After 75, the rate soars to 256 per 1,000 
population. 


Numerous Causes 


The causes of hearing disorders are as varied as 
they are numerous. Certain causes, however, are at- 
tracting increased attention either because of new 
knowledge about them or because they are becoming 
increasing problems. 

For example, it has been found that complications 
of pregnancy and birth account for a high percent- 
age of hearing disorders among newborn babies and 
young children. Findings of a study conducted 
among 328 children with severe hearing loss re- 
vealed that in one third of the group, damage could 
be attributed to the prenatal or natal periods. Com- 
plications of birth and labor headed the list of 
specific causes, accounting for more than 15 per cent 
of all cases. Maternal rubella was found to be the 
cause of 11 per cent of cases and Rh incompatibility 
was believed responsible for 7 per cent. 

Noise is another cause of deafness that is attracting 
growing concern and interest. For, with the expan- 
sion of industry and the development of high-speed 
machines, noise-induced hearing loss is becoming an 
increasingly serious problem. 

The incidence of hearing loss due to noise de- 
pends on such factors as the level of sound, fre- 
quency of noise in cycles per second, the duration 
of the noise and the susceptibility of the individual. 
For example, brief exposure to a loud noise, like 
that of a jet engine, may have no significant effect. 
But prolonged exposure to a lesser volume of noise, 


such as that of subways, may cause damage. And if 
noise is both prolonged and intense it will produce 
“permanent damage to the inner ear, varying from 
minor changes in the endings of hair cells to com- 
plete destruction of the organ of Corti.” 

However, noise may cause hearing loss without 
causing permanent damage. In many cases, the loss 
is only temporary. If a person is exposed to noise on 
the job, his hearing may be affected by the end of 
the work-day, but by next morning, his ears will 
probably have recovered and his hearing will be 
back to normal. 

Noise has become an important factor in deafness, 
particularly among men. Almost one out of every 
five hearing impairments in men is caused by injury, 
which has been attributed to the higher accident rate 
for men and their exposure to noise in industry, as 
compared to only one in 25 among women. 


Surgical Techniques 


If hearing impairment is becoming an increasingly 
serious problem, it is also a field in which rapid ad- 
vances are being made. Hearing aids are proving 
valuable in overcoming certain types of deafness, 
and new surgical techniques are also achieving a 
wide measure of success. 

Particularly encouraging have been the results of 
surgery in treating otosclerosis, a condition respon- 
sible for about one in every five cases of impaired 
hearing. Another new operation, tympanoplasty, 
has proved “useful in restoring tympanic function 
when the conduction mechanisms involving the 
middle ear have been damaged by chronic middle- 
ear or mastoid diseases.” 


Symptoms Vary 


The symptoms and signs of impaired hearing vary 
gteatly, depending on the type of deafness the in- 
dividual has. To a person with one type of deafness, 
the sound of his own voice may seem loud; to some- 
one with another type, it may seem soft. Vertigo 
may be present in some types of deafness, in others 
it is rare. 

People with tinnitus—ringing or buzzing in the 
ears—may not even be aware that they have impaired 
hearing. Results of a study conducted among persons 
complaining of tinnitus revealed that more than 92 
per cent were found to have hearing losses when 
tested audiometrically. Curiously enough, however, 
only 53 per cent had been aware that their hearing 
was impaired. 

Failure to recognize deafness is, of course, fairly 
common, particularly where children are concerned. 
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With the aid of special testing devices, the hearing 
of babies and young children can be accurately 
measured. Even infants only three weeks old can be 
tested for response to sound stimuli. 

Hearing impairments should be detected as early 
as possible, for differential diagnosis in infants and 
young children is necessary to rule out such factors as 
mental retardation, aphasia, emotional disturbance, 
and psychic deafness. , 


From the Stacks 
(Continued from page 492) 


Minnesota University. The biology of human 
starvation. Univ. of Minn. Press. 1950. 

Kountz, W. B. Diet and its relationship to health. 
Gerontological research foundation. 1957. 

McLester, J. S. Nutrition and diet in health and 
disease. Saunders Co. 1949. 

Mayo Clinic. Mayo clinic diet manual. Saunders. 
1961. 

Mitchell, H. H. Nutrition and climatic stress. 
Thomas. 1951. 

Nizel, A. E. Nutrition in clinical dentistry. 
Saunders. 1960. 

National Research Council. Survey of food and 
nutrition research in the U. S. 1948-1953. 


Blue Shield 
(Continued from page 496) 


employment when the employer contributes toward 
the cost of the plan or makes payroll deductions for 
collections of premium. 

D. Services of a special nurse who is an immedi- 
ate relative, or member of the household of the sub- 
scriber. However, this exclusion does not apply to the 
services of such special nurse for one 8-hour shift 
out of each 24-hour continuous nursing period if 
satisfactory proof is furnished that she would other- 
wise be gainfully employed as a nurse. 


Maximum Supplemental Benefits 


The maximum Supplemental Benefits payable are 
$10,000 for one benefit period or $30,000 for three 
or more benefit periods under the High Option pro- 
gram; or $5,000 for one benefit period and $10,000 
for three or more benefit periods under the Low 
Option program. 

When these maximum amounts have been paid 
under either program, Supplemental Benefits can be- 
reinstated upon submission of evidence, acceptable 
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to the Carrier, of the subscriber’s insurability. The 
Deductible and the above maximums apply only to 
Supplemental Benefits. 


Personalities 
(Continued from page 497 ) 


Association and its medical branch, the Kansas 
Thoracic Society, in Topeka. 


The 1961-62 officers of the Kansas Thoracic So- 
ciety are: President, Paul R. Carpenter, M.D., 
Kansas City; Secretary-Treasurer, M. Martin Halley, 
M.D., Topeka. Representatives-at-large to Executive 
Committee: I. S. Kwak, M.D., Norton, and James 
C. Dowell, M.D., Salina. Representative Councilor 
to A.T.S. is Martin J. FitzPatrick, M.D., Kansas 
City. They were elected at the annual meeting of 
the Kansas Thoracic Society in Topeka on September 
28, 1961. 


James Dowell, M.D., and C. F. Haughey, M.D., 
Salina, appeared on the program of the Annual Meet- 
ing of the Kansas Tuberculosis and Health Associa- 
tion and the Kansas Thoracic Society in Topeka 


September 28 and 29. 


Power Mower Kills Child 


The power lawn mower recently took a life. The 
victim was a two-year-old Kansas girl, who ran in 
front of a riding-type lawn mower being operated by 
her father. He had made a turn and did not see his 
little girl in time. He was admitted to a hospital 
for treatment of a severed tendon and a cut knee, 
resulting from his frantic effort to brush his daugh- 
ter out of danger. The lawn mower had no guard 
on the front. 

The State Board of Health believes the power lawn 
mower accident rate has assumed epidemic propor- 
tions. If as many persons became ill with smallpox 
as are injured by power mowers every person in the 
nation would rush to have himself vaccinated against 
smallpox. And, of course, that’s the only way to stop 
an epidemic—by doing something to prevent its 
further occurrence. Apparently not enough people 
are concerned about the power mower accident epi- 
demic. This attitude is similar to the apathy toward 
car accidents. 

Almost every issue of our newspapers carries an 
account of one or more injuries involving power 
mowers. Some injuries are relatively minor, some are 
serious but can be successfully treated, some per- 
manently disable the victims, some are fatal. Most of 
them could be prevented. 
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Obituaries 


HERBERT CILLIS MARTIN, M.D. 


Dr. Herbert Martin, 45, a Coffeyville physician since 1946, died in 
Coffeyville Memorial Hospital on September 24, 1961. Death was at- 
tributed to cancer. 

Dr. Martin was born in Coffeyville, December 11, 1915. He graduated 
from the University of Kansas Medical School in 1942. His internship 
was served at Grace Hospital in Detroit, Michigan. Upon completion of 
his internship, Dr. Martin entered the armed services, serving with the 
Army Medical Corps overseas. 

Dr. Martin was a member of the First Methodist Church. He held 
memberships in the American Medical Association, the American Asso- 
ciation of General Practitioners, the Masonic Lodge, and the Coffeyville 
Memorial Hospital medical staff. 

Surviving in addition to his wife and mother are four children, Anita 
Sue, Scott, Stewart, and David, all of the home; and a brother, Dr. Albert 
E. Martin. 


ERNEST M. SEYDELL, M.D. 


Dr. E. M. Seydell, 79, Otolaryngologist and practitioner in Wichita 
since 1909, died September 23, 1961, in Wesley Hospital. 

Dr. Seydell was born in Chicago, March 29, 1882 and was graduated 
from Northwestern University Medical School in 1909. He went to Wich- 
ita after graduation and served his internship in the pathology department 
at St. Francis Hospital. 

He was a specialist certified by the American Board of Otolaryngology 
in 1925. He later became a member of the Board of Otolaryngology. He 
was associate editor of the Archives of Otolaryngology for many years; 
member of the American Academy of Ophthalmology and Otolaryngology 
and he held memberships to many other organizations. 

He is survived by his wife, two daughters, one son, four grandchildren 
and one great-grandchild. 
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The Kansas Medical Society—1961-1962 


OFFICERS COUNCILORS 4 
F. E. Wrightman, Sabetha Emerson D. Yoder, Denton 
Norton L. Francis, Wichita George R. Maser, Mission 
First Vice-President......... H. St. Clair O’Donnell, Ellsworth McKee, Pittsburg 
Second Vice-President...... . John C, Mitchell, Salina District 6 IEG REE Lage {ames A. McClure, Topeka 
etary Leland Speer, Kansas City T. Gordon Claypool, Howard 
A.M.A, Alternate, 1960-1962...H. St. Clair O’Donnell, Ellsworth District 12. ...........see0e Albert C. Hatcher, Wellington ] 
A.M.A, Delegate, 1961-1963....Lucien R. Pyle, Topeka ee Clair J. Cavanaugh, Great Bend 
Evan R. Williams, Dodge Cit 
A.M.A. Alternate, 1961-1963. ..Glenn R. Peters, Kansas City Edward F. Steichen, Lenora 
Chairman of Editorial Board...Orville R. Clark, Topeka eS | eer eee John O. Austin, Garden City 
OFFICERS OF COMPONENT SOCIETIES—1960 
Society President Secretary 
Mildred J. Stevens, Garnett......... ...-Monte B. Miller, Garnett 
James J. Basen, Fort Scott. . Aldis, Fort Scott 
40's 00 0 {on h Seitz, Ellsworth...... T. Siler, Hays 
H. Claiborne, Baxter Springs... -H. L. Bogan, Baxter Springs 
J. Roderick Bradley, R. H. Hill, Meade 
Pottawatomie........... E. Brown, St. Marys 
William W. Abrams, Kansas James G. Lee, Kansas City 
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ADVERTISEMENTS 


LOMOTIL 


(brand of diphenoxyiate hydrochloride with atropine sulfate) 


> lowers motility 
>< controls diarrhea 


Lomotil brings prompt symptomatic control in diarrhea, either acute or chronic. 
Both pharmacologic and clinical evidence indicate that Lomotil selectively lowers 
the propulsive component of gastrointestinal motility without relaxing intestinal 
sphincters. So efficient is this action that studies in mice have shown Lomotil to be 
effectively antidiarrheal in one-eleventh the dosage of morphine. 
Such striking antidiarrheal activity strongly suggests that Lomotil is the drug of 
first choice for prompt and positive control of diarrhea. 


Dosage: The recommended initial dosage for adults is two tablets (2.5 mg. each) 
three or four times daily, reduced to meet the requirements of each patient as soon as 
the diarrhea is under control. Maintenance dosage may be as low as two tablets daily. 
Lomotil is supplied as unscored, uncoated white tablets of 2.5 mg., each containing 
0.025 mg. of atropine sulfate to discourage deliberate overdosage. Recommended 
dosage schedules should not be exceeded. 


An exempt preparation under Federal Narcotic Law. 


Descriptive literature and directions for use available in G.D. SEARLE « co. 


Physicians’ Product Brochure No. 81 from G. D. Searle & CHICAGO 80, ILLINOIS 


Co., P.O. Box 5110, Chicago 80, Illinois. Research in the Service of Medicine 
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ADVERTISEMENTS 


simple 
antibiotic 
not indicated... 


NEW 
Tablets 


New Win-Codin tablets provide greater symptomatic relief 
from influenza, colds and sinusitis than do simple analgesic- 
antihistamine combinations. New Win-Codin tablets contain 
a full complement of the most effective agents available to 
relieve general discomfort, bring down fever and lessen 
congestive symptoms. 


Each tablet contains: 

Codeine phosphate 15 mg.—to relieve local and generalized 
pain and control dry cough 

Neo-Synephrine® 10 mg.—to shrink nasal membranes and 
open sinus ostia 

Acetylsalicyclic acid 300 mg. (5 grains)—to reduce fever and 
relieve aching 

Chlorpheniramine maleate 2 mg.—an antihistamine to shrink 
engorged membranes and lessen rhinorrhea 

Ascorbic acid (vitamin C) 50 mg.—to increase resistance to 
infectionst 


New Win-Codin tablets will bring more comfort to many 
patients suffering from severe colds, influenza or sinusitis. 


Average dose: Adults, 1 or 2 tablets three times daily; children 
6 to 12 years, from 1% to | tablet three times daily. 


P Available in bottles of 100 (Class B narcotic). 
LABORATORIES *Trademark {For persons with vitamin C deficiency 
New York 18, N. Y. Neo-Synephrine (brand of phenylephrine), trademark reg. U. S. Pat. Off. 
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Put your 
low-back patient 
back on the payroll 


Soma relieves stiffness 
—stops pain, too 
YOUR CONCERN: Rapid relief from pain for your 
patient. Get him back to his normal activity, fast! 


HOW SOMA HELPS: Soma provides direct pain relief 
while it relaxes muscle spasm. 


YOUR RESULTS: With pain relieved, stiffness gone, 
your patient is soon restored to full activity—often 
in days instead of weeks. 


Kestler reports in controlled study: Average 
time for restoring patients to full activity: with 
Soma, 11.5 days; without Soma, 41 days. (J.A. 
M.A. Vol. 172, No. 18, April 30, 1960.) 


Soma is notably safe. Side effects are rare. Drow- 
siness may occur, but usually only in higher dosages. 
Soma is available in 350 mg. tablets. USUAL DOSAGE: 
1 TABLET Q.I.D. 


® 
« Wallace Laboratories, Cra 


(carisoprodol, Wallace) 
nbury, New Jersey 


The muscle relaxant with an independent pain-relieving action 
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28 ADVERTISEMENTS 


Just one 


tablet 
a day... 


a new concept in prenatal vitamin 
and mineral supplementation 


PREGNECAL is the first prenatal supplement formu- 
lated to meet the Recommended Dietary Allowances 
(RDA) of both the A.M.A. Council on Foods and 
Nutrition* and the Food and Nutrition Board, Na- 
tional Research Council. 


Recommended Dietary Allowances (unlike Mini- 
mum Daily Requirements) are amounts of nutrients 
which will maintain good nutrition in essentially all 
healthy persons.* Each PREGNECAL tablet fulfills 
these allowances with the recommended amounts of 
vitamins and iron. . . no shortages. . . and no wast- 


ed excess. Your expectant mothers need take only 
one tablet a day! 

PREGNECAL is ideal in other ways. Two micro- 
thin enteric coatings release the nutrients at the 
right time at the correct place in the intestine for 
maximum tolerance and utilization. No side effects 
or contra-indications. 

When you prescribe PREGNECAL. . . you'll know 
your expectant mothers are getting supplementary 
nutrients in the amounts recommended by medical 
authorities. 

* Journal of AMA, Vol. 169, No. 1, pp. 41/109 


Each PREGNECAL tablet contains: 


Vitamin A ....++++++++-6000 USP units 
Vitamin D . ...400 USP units 
Thiamin Mononitrate (B,)1.3 mg. 
Riboflavin (B,) ........2.0 mg. 
Ascorbic Acid .........100.0 mg. 


Iron (from Ferrous 
Sulfate) mg. 
Calcium (from Dibasic Calcium 
Phosphate) ......... 150.0 mg. 
Bottles of 60 tablets. 


PRECGNECAL 


THE ULMER PHARMACAL COMPANY 


1400 Harmon « Minneapolis 3, Minnesota 
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ADVERTISEMENTS 


The cigarette that made the Filter Famous! 
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It’s true. Kent’s enormous rise in popularity—with all the attendant maga- 
zine and newspaper stories—really put momentum to the trend toward filter 
cigarettes! 

So, Kent is the cigarette that made the filter famous. And. no wonder. 
Kent’s famous Micronite filter is made from a pure, all-vegetable material. 
A specially designed process at the P. Lorillard factory compresses this 
material into the filter shape and creates an intricate network of tiny channels 
which refine smoking flavor. 

Kent with the Micronite filter refines away harsh flavor . . . refines away 
hot taste . . . makes the taste of a cigarette mild. 

That’s why you’ll feel better about smoking with the taste of Kent. 


©1961 P. LORILLARD CO. 


A PRODUCT OF P. LORILLARD COMPANY - FIRST WITH THE FINEST CIGARETTES - THROUGH LORILLARD RESEARCH 
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Theragran 
For your patients with infections or other illnesses 
who need therapeutic vitamin support. Each 
Theragran supplies the essential vitamins 1n truly 
therapeutic amounts: 


Vitamin A ....... 25,000 U.S.P. Units 


Thiamine Mononitrate. ......... 10 mg. 
Niacinamide ..... 100 mg. 


Pyridoxine Hydrochloride ........ Smeg. 
Galcwm-Pantothenate .......... 


“Theragra a Squibb trademark 
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®@nutrition...present as a modifying or complicat- 


ng factor in nearly every illness or disease state9® 


1. Youmans, J. B.: Am. J. Med. 25:659 (Nov.) 1958 


C ardiac dise ASES “Who can say, for example, whether the patient chronically 
iil with myocardial failure may not have a poorer myocardium because of a moderate 
deficiency in the vitamin B-complex? Something is known of the relationship of vitamin 
C to the intercellular ground substance and repair of tissues. One may speculate upon 
the effects of a deficiency of this vitamin, short of scurvy, upon the tissues in chronic 


disease. s 2. Kampmeier, R.H.: Am. J. Med. 25:662 (Nov.) 1958. 


arthritis “It is our practice to prescribe a multiple vitamin preparation to patients 


with rheumatoid arthritis simply to insure nutritional adequacy . . .”* 
3. Fernandez-Herlihy, L: Lahey Clinic Bull. 11:12 (July-Sept.) 1958. 


digestive diseases Symptoms attributable to B-vitamin deficiency are com- 
monly observed in patients on peptic ulcer diets.* Daily administration of therapeutic 


vitamins to patients with hepatitis and cirrhosis is recommended by the National 


3] 5 4. Sebrell, W.H.: Am. J. Med. 25:673 (Nov.) 1958. 5. Pollack, H., and Halpern, S. L.: Therapeutic Nutrition, 
Research Council. National Academy of Sciences and National Research Council, Washington, D. C., 1952, p. 57. 


degenerative disease S “Studies by Wexberg, Jolliffe and others have indi- 
cated that many of the symptoms attributed in the past to senility or to cerebral arterio- 
sclerosis seem to respond with remarkable speed to the administration of vitamins, 
particularly niacin and ascorbic acid. These facts indicate that the vitamin reserve of 
aging persons is lowered, even to the danger point, more than is the case in the average 


99 
American adult. . 6. Overholser, W., and Fong, T.C.C. in Stieglitz, E. J.: Geriatric Medicine, 3rd edition, J, B. Lippincott, Philadelphia, 1954, p. 264. 


infe ctious diseases Infections cause a lowering of ascorbic acid levels in the 


plasma; and the absorption of this vitamin is reduced in diarrheal states.” 7. Goldsmith, 6 a: 
Conference on Vitamin C. The New York Academy of Sciences, New York City, Oct. 7 and 8, 1960. Reported in: Medical Science 8:772 (Dec.10) 1960. 


diabetes Diabetics, like all patients on restricted diets, require an extra source 
of vitamins.* “Rigidly limiting the bread intake of the diabetic patient automatically 
eliminates a large amount of thiamin from the diet... .There is some evidence of 


interference with normal riboflavin utilization during catabolic episodes.’”® 
8, Duncan G.G.: Diseases of Metabolism 4th edition W.B. Saunders, Philadelphia, 1959, p. 812. 9. Pollack, H.; Am. J. Med. 25:'708 (Nov.) 1958, 


FOR FULL INFORMATION SEE YOUR SQUIBB PRODUCT REFERENCE OR PRODUCT BRIEF. 
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After 10 weeks 
of therapy — 

a clear skin, 

a new personality, 
a new world of 
fun and laughter 


pHisoHex, used as a daily, exclusive 
wash, enhances any treatment for 
acne. Because it contains 3 per cent 
hexachlorophene, it supplies continuous 
antibacterial action to help combat 
the infection factor. pHisoHex 
cleanses better than soap because 

it is 40 per cent more surface-active. 
Used together, pHisoHex and new 
keratolytic pHisoAc Cream provide 
basic complementary topical therapy 
for patients with acne—to unplug 
follicles and to help prevent 
comedones, pustules and scarring. 
New pHisoAc Cream dries, peels and 
helps degerm the skin; flesh-toned, it 
tends to hide acne lesions as they heal. 


pHisoHex, in unbreakable squeeze 
bottles of 5 oz. and NEw plastic bottles 
of 1 pint; pHisoAc in 114 oz. tubes. 
pHisoHex and pHisoAc, trademarks reg. U.S. Pat. Off. 


iithnop LABORATORIES 
New York 18, N.Y. 


For Acne-PHISOHeX’ and 


ADVERTISEMENTS 


CLINICAL PHOTOGRAPHS 


Acne vulgaris before treatment 


For treatment at home, this patient 
washed her face daily with pHisoHex 
and kept pHisoAc on her face twenty- 
four hours a day. 


Nine office treatments consisted of 
mechanical removal of blackheads and 
applications of carbon dioxide slush. 
No other medication was given. 


After 10 weeks of therapy | 


nonalkaline, nonirritating, 
hypoallergeni c detergent 


pHisoAc’ cream 
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relieves cous and associated sympto 


WHENEVER COUGH THERAPY 15-20 minutes effective for 6 hours or 
onger promotes expectoration = rarely 
IS INDICATED © constipates = agreeably cherry-flavored 


teaspoonful (5 cc.) of HYCOMINE® 
Hycodan® 
Dihydrocodeinone Bitartrate 5 mg. 
(Warning: May be habit-forming) 
_ Homatropine Methylbromide . . 1. 
 Pyrilamine Maleate. . 


Phenylephrine Hydrochloride 


‘Syrup Ammonium Chloride. . . 
Sodium Citrate. mg. 
Average adult dose: One teaspoonful after meals and a 


THE COMPLETE Rx FOR COUGH CONTROL bedtime. May be habit-forming, Federal law permits 0 


prescription. 
cough sedative | antihistamine Literature on request’ 


ENDO LABORATORIES | 
nasal decongestant | Endo Richmond Hill 18, New 
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34 ADVERTISEMENTS 


In 1961, you, the nation’s physicians, will diagnose 

an estimated 70,000 cases of cancer of the colon and rectum. 
Although potentially this is a highly curable cancer, 

each year more than two thirds of such patients 

die of the disease. Thousands are lost needlessly. 

They could be saved by proper medical treatment of the disease, 
found by annual examination, in its presymptomatic 

and most curable stage. The regular health checkup 

and alertness to first symptoms are great life-savers. 

To help bring such patients to you in time, 
the American Cancer Society has developed 
a forceful, comprehensive public education 
program on cancer of the colon and rectum. 
The Society’s newest film, Life Story 
dramatizes for the public the importance 

of the inclusion of digital and 


PROCTOSCOPIC 
EXAMINATIONS 

IN THE ANNUAL 
HEALTH CHECKUP. 


In this, as in the preparation of all 

a of its life-saving educational materials, 
Sm the Society is aided by the best medical 
oe and lay experts available. 

The physician and the layman 
in the American Cancer Society 
are truly partners for life. 


® 


AMERICAN 
CANCER 
SOCIETY 


KANSAS DIVISION 
824 TYLER ST. 
3 TOPEKA, KANSAS 
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ADVERTISEMENTS 


Geriatric Vitamins—Minerals—Hormones—d-Amphetamine Lederle 


one capsule every morning supplements the diet to help achieve 
proper balance: # nutritionally # metabolically * mentally 


Each dry-filled capsule contains: Ethinyl 
Estradiol, 0.01 mg. * Methyl Testosterone, 

mg. * d-Amphetamine Sulfate, 2.5 mg. 
. “Vitamin A (Acetate), 5,000 U.S.P. Units 
¢ Vitamin D, 500 U.S.P. Units * Vitamin 
Biz with AUTRINIC® Intrinsic Factor 
Concentrate, 1/15 N.F. Oral Unit ¢ Thi- 
amine Mononitrate (Bi), 5 mg. * Riboflavin 


(Ba), 5 mg. Niacinamide, 15 mg. Pyri- 
doxine HCl (Be), 0.5 mg. * Calcium Panto- 
thenate, 5 mg. ¢ Choline Bitartrate, 25 mg. 
¢ Inositol, 25 mg. * Ascorbic Acid (C) as 
Calcium Ascorbate, 50 mg. * ]-Lysine Mono- 
hydrochloride, 25 mg. * Vitamin E (Toco- 
pheryl Acid Succinate), 10 Int. Units « 
Rutin, 12.56 mg. * Ferrous Fumarate (Ele- 


mental iron, 10 mg.), 30.4 mg. ¢ Iodine 
(as KI), 0.1 mg. * Calcium (as CaHPO.), 
35 mg. * Phosphorus (as CaHPO:), 27 mg. 
¢ Fluorine (as CaF2), 0.1 mg. 
CuO), 1 mg. * Potassium (as K2SOQ,), 5 

mg. * (as MnOz), 1 mg. 
(as ZnO), 0.5 * Magnesium (MgO), 

mg. Supply: Bottles of 100 and 1, 00. 


REQUEST COMPLETE INFORMATION ON INDICATIONS, DOSAGE, PRECAUTIONS AND CONTRAINDICATIONS 
FROM YOUR LEDERLE REPRESENTATIVE OR WRITE TO MEDICAL ADVISORY DEPARTMENT. 


LEDERLE LABORATORIES, A Division of AMERICAN CYANAMID COMPANY, Pearl River, New York QD 


Plan now to attend the A.M.A. Clinical Session in Denver, November 27-30 


Tn : 
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Save the money that 
helps save the peace. 
The money you invest in 
U.S. Savings Bonds not 
only grows to enhance 
your personal buying 
power, it also helps your 
Government keep the 
peace. Peace costs money 
these days. It’s worth it. 


How to save up the tourist fare 
and go first class 


@ 


The journey of your dreams may still 
be a few years off. But if you start 
today to save for it with U.S. Savings 
Bonds, you’ll have an even grander 
journey than you imagined. For 
every three dollars you put into U.S. 
Savings Bonds, you get back four at 
maturity. That means more luxurious 
accommodations, perhaps. Or a 
longer trip. Why not start saving 
today? 


You save more than money with U.S. Savings Bonds 
This advertising is donated by The Advertising Council and this magazine. 


Interesting Facts About 
U.S. Savings Bonds 


¢ You invest without risk - You now 
earn 334% interest to maturity « 
You can save automatically on the 
Payroll Savings Plan - You can buy 
Bonds at any bank « Your Bonds are 
protected against loss, fire, even theft 
¢ You save more than money—you 
buy shares in a stronger America. 
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(Basic formula) 


In each capsule: Phenacetin (3 gr) 194.0 mg.; 
acetylsalicylic acid (244 gr.) 162.0 mg.; hyos- 
cyamine sulfate 0.031 mg.; and phenobarbital 
CA gr.) 16.2 mg. 


PHENAPHEN No.2 


PHENAPHEN with Codeine gr. 
PHENAPHEN No. 3 
PHENAPHEN with Codeine gr. 
ca PHENAPHEN No. 4 
PHENAPHEN with Codeine .....................0.0..... 1 gr. 


SUPPLY: Bottles of 100 and 500 capsules. 


PHENAPHEN 


sedative-enhanced analgesia 


To each “‘according to his need’’ — maximum safe anal- 
gesia through time-and-pain-tested synergistic formula- 
tions, in four strengths for individualized prescription. 


PHENAPHEN 


PHENAPHEN*’ CODEINE 


% gr. Gry gr. 


A. H. ROBINS CO., INC., Richmond 20, Virginia 


Making today’s medicines with integrity ... seeking tomorrow's with persistence 


| 
| 


obitussin 


The real beauty of Robitussin is seen in the relief it brings to cough. By increasing 
the tracheal flow of respiratory tract fluid, Robitussin’s glyceryl guaiacolate turns useless 
_ cough into productive cough. Efficient yet gentle, Robitussin helps the cough rid itself 
a of the very irritants that cause it. And in more than a decade of use it has proved unques- 
tionably safe, as well as consistently acceptable, to patients of all ages. Robitussin® is 
glyceryl guaiacolate, 100 mg. per 5 cc, dose; Robitussin® A-C adds prophenpyridamine 
maleate 7.5 mg., and codeine phosphate 10.0 mg. per 5 cc. Gose (exempt narcotic). 


A. H. Robins Company, Inc., Richmond 20, Virginia , 
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ADVERTISEMENTS 


WHEN 

THE PATIENT 
WITHOUT 
ORGANIC DISEASE 


COMPLAINS OF 
F flatulence, belching, 
intestinal atony, 
indigestio 


CONSIDER biliary dysfunction and NEO 


NEOCHOLAN® 
Your patient will often respond promptly to Neocholan therapy. It greatly increases the flow of 
thin, nonviscid bile and corrects biliary stasis by flushing the biliary system. It also relaxes intesti- 
nal spasm, resulting in an unimpeded flow of bile and pancreatic juice into the small intestine. 
Neocholan helps to promote proper digestion and absorption of nutrients. It also encourages 
normal peristalsis by restoring intestinal tone. 


Each tablet provides: Dehydrocholic Acid Compound, 

P-M Co. 265 mg. (Dehydrocholic Acid, 250 mg.); PITMAN-MOORE COMPANY 
Homatropine methylbromide 1.2 mg.; Phenobarbital DIVISION OF THE DOW CHEMICAL COMPANY 

8.0 mg. Supplied in bottles of 100 tablets. INDIANAPOLIS 6, INDIANA 
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ADVERTISEMENTS 


UNIVERSITY OF KANSAS SCHOOL OF MEDICINE 


Postgraduate Medical Study 


KANSAS CIRCUIT COURSE 
1961-1962 


The following are the first of six monthly programs at eight centers throughout the state: 


EASTERN CIRCUIT 


Dec. 5—Manhattan 
Dec. 6—Hutchinson 


ENDOCRINOLOGY 


Robert E. Bolinger, M.D. 
THE BEARDED WOMAN. 
ROUTINE FOR DIAGNOSIS OF DIABETES AND 
CHOICE OF TREATMENT. 


Robert W. Brown, M.D. 
DIFFERENTIAL DIAGNOSIS OF JAUNDICE. 
PANCREATIC ADENOMAS: INSULIN OR PEPTIC 
ULCER TYPE. 


Paul R. Schloerb, M.D. 
RECENT ADVANCES IN FLUID AND ELECTROLYTE 
THERAPY. 


James C. Warren, M.D. 
SEX HORMONES. 


Dec. 7—Winfield 
Dec. 8—Emporia 


For complete program schedule, write: 
DEPARTMENT OF POSTGRADUATE MEDICAL EDUCATION 
University of Kansas Medical Center 
Kansas City 3, Kansas 


WESTERN CIRCUIT 


Dec. 5—Concordia Dec. 7—Hays 
Dec. 6—Colby Dec. 8—Dodge City 


DIAGNOSTIC PROCEDURES 


Colvin H. Agnew, M.D. 
GASTROINTESTINAL X-RAY TECHNICS. 


Robert G. Garrison, Ph.D. 
OFFICE BACTERIOLOGY. 


Arthur P. Klotz, M.D. 
PROCTOSCOPY AND SIGMOIDOSCOPY. 
NEW TECHNICS IN GASTROINTESTINAL DIAGNO- 
SIS. 


Robert T. Manning, M.D. 
THE SMALL LABORATORY—NEEDS AND USES. 
ENZYME TESTS—SIGNIFICANCE AND USES. 


REGULAR 
TRUCK 
ROUTES 
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Copyright 1961, The Upjohn Company 


in bacterial 
otitis 
media 


promptly 


to gain precious 
therapeutic 
hours 


In the presence of bacterial 
infection, taking a culture to 
determine bacterial identity 
and sensitivity is desirable— 
but not always practical. 

A rational clinical alterna- 
tive is to launch therapy at 
once with Panalba, the anti- 
biotic that provides the best 
odds for success. 

Panalba is effective (in 
vitro) against 30 common 
pathogens, including the 
ubiquitous staph. Use of 
Panalba from the outset (even 
pending laboratory results) 
can gain precious hours of ef- 
fective antibiotic treatment. 


SUPPLIED: Capsules, each containing 
Phos; 


ory (tetracycline phosphate 
plex), eq 


uiv: te 
mg. Albamycin,*® as 
novobiocin sodium, in bottles of 16 and 100. 
USUAL ADULT DOSAGE: 1 or 2 capsules 
3 or 4 times a day. 

SIDE EFFECTS: Panmycin Phosphate has a 
very low order of toxicity comparable to that 
of the other tetracyclines and is well tolerated 
clinically. Side reactions to therapeutic use 
are infrequent and consist principally of mild 
nausea and abdominal cramps. 

Albamycin also has a relatively low order of 
toxicity. In a certain few patients, a yellow 
pigment has been in the plas! 
pigment, by: 

of the drug. is not necessarily associated with 
tests or liver enlarge- 


nt. 

Urticaria and 
a few cases of leukopenia have been repo: 

in patients treated with Albamycin. These tlhe 
= usually disappear upon discontinuance 
CAUTION: Since the use of any antibiotic 
may result in overgrowth of nonsusceptible 
organisms, constant observation of the patient 
is essential. If new infections appear during 
therapy, appropriate measures should be taken. 
Total and differential blood counts should be 
made routinely during prolonged administra- 
tion of The of liver 
damage oneuna “be considered if 2 yellow pig- 

uct 


continued if allergic reactions that are not 
lied by ant agen’ 


develop. 
*Trademark, Reg. U. S. Pat. Off. 


Panalba 
your broad-spectrum 
antibiotic of first resort. 


The Upjohn Com 
The, Michigan 
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The Neurological Hospital Sick Room Equipment 
Health Machines 
2625 West Paseo Blvd. 
Kansas City 8, Missouri * RENTALS — SALES * 
Harrison 1-0623 
Invalid Walkers Exercycle j 
. Wheel Chairs Massage Belts 
A voluntary, nonprofit facility for the treat- Hospital Beds Exercise Bike 
ment of acute psychiatric disorders, alcohol- ‘ 
ism, drug addiction; and the long term care PETRO’S SURGICAL APPLIANCES } 
of the geriatric patient. 618-20 Quincy Topeka, Kans. Ph. CE-40207 


Nationally advertised Surgical Supplies and Equipment for your convenience at 
Topeka, Joplin, Kansas City, St. Joseph 


GOETZE NIEMER CO 


Traditions established during 60 years management by Dr. W. F. Goetze (AMA) assures intelligent servicing of your orders 


CLASSIFIED ADVERTISEMENTS 


_WANTED: Three Internists Board eligible or Board cer- University of Nebraska College of Medicine. Requirements: 1 
tified for long established, 22 man Central Kansas Clinic Must be a citizen of United States or have expressed an in- i 
astroenterology, Cardiology an ematolo; esirable. New- | 
ly remodeled two hundred bed general closed staff Prior to J uly 1, been in during 
basis adjacent to Clinic quarters. For more information write that Period. Time served in Armed Forces or residency train- 
to Box 1-961 in care of the JouRNAL. ing in some other specialty acceptable. Preference given to 
Approved Psychiatric Residency for General Practitioners  apPlicants under forty-five years of age. Annual stipend 
$12,000. Applications should be made immediately. Write 


or Others: First year appointment beginning July 1, 1962, in i 3 re 
well integrated psychiatric training program associated with W. C. Brinegar, M.D., Superintendent, Mental Health Insti- 
State University of Iowa Psychiatric Department and the tute, Cherokee, Iowa. 


TREATMENT 
ALCOHOLISM | 


In-patient and out-patient treatment to help the excessive 
user of alcoholic beverages gain and maintain abstinence for the 
balance of his life. Treatment regimen drawn up individually for 
each patient. Your referrals welcomed. 


Established 1897 by Benjamin Burroughs Ralph, M.D. 


RALPH CLINIC 


529 HIGHLAND AVE., KANSAS CITY 42, MISSOURI 


Phone: Victor 2-3622 P.O. Box 2597 Write for 
RALPH EMERSON DUNCAN, M.D. Free Portfolio 
Medical Director ai 
ALCOHOLISM 


We invite consultation with you concerning your 
patients with problems of excessive drinking 
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ADVERTISEMENTS 


Day and night- 
less wheezing, 
coughing, labored 
respiration in 
chronic bronchitis 
and emphysema 


New Isuprel Compound Elixir is a bal- 
anced expectorant bronchodilator. It 
contains potassium iodide to promote ex- 
pectoration and relieve dry cough. Its 
three bronchodilators, Isuprel, ephedrine, 
and theophylline, keep bronchi continu- 
ously dilated. Luminal is included to ne- 
gate possible side effect from adrenergic 
medication and to provide very mild 
sedation for the patient. 


New Isuprel Compound Elixir alleviates 
symptoms...prolongs relief in chronic 
bronchitis and emphysema. 

Each good-tasting vanilla-flavored tablespoon 
(15 cc.) contains: 

Isuprel® (brand of isoproterenol) HCl ... 2.5 mg. 


Ephedrine sulfate ............... mg. 
Theophylline 45 mg. 
Potassium iodide ...... 150 mg. 
Luminal® (brand of phenobarbital) ...... 6 mg. 
19% 


Adult Dose: 2 tablespoons 3 or 4 times daily. 


How Supplied: Isuprel Compound Elixir is sup- 
plied in bottles of 16 fl. oz. 


New 


ISUPREL 
ELIXIR 


LABORATORIES 
New York 18, N.Y. 


ISUPREL AND LUMINAL, TRADEMARKS REG. U. S. PAT. OFF. 
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ANNUAL CLINICAL CONFERENCE 
CHICAGO MEDICAL SOCIETY 


February 27, 28, March 1 and 2, 1962 
Palmer House, Chicago 


Daily Half-Hour Lectures by Outstanding Teachers and Speakers on subjects of interest to 
both general practitioner and specialist. 


Panels on Timely Topics Teaching Demonstrations 
Medical Color Telecasts Instructional Courses 
Scientific Exhibits worthy of real study and helpful and time-saving Technical Exhibits. 
The Chicago Medical Society Annual Clinical Conference should be a MUST on 


the calendar of every physician. Plan now to attend and make your reservations at 
the Palmer House. 


Reliable 


PROFESSIONAL LIABILITY 
INDIVIDUAL INSURANCE 


Bona bs DIANA 


Professional Protection Exclusively since 1899 


KANSAS CITY OFFICE: Robert E. McCurdy, Rep. 
8917 W. 94th Street, Overland Park, Kansas Tel. LOgan 1-1498 


MEDIGSY 
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Deformity Appliances 
of Quality 


Orthopedic and Surgical Appliances 


Artificial Limbs 
Trusses 


Abdominal 
Supports 


Elastic 
Hosiery 


Foot 
Supports 


F Taylor Back Brace 
Surgical Made to Order in 
Corsets Our Own Factory 


P. W. HANICKE MFG. CO. 
1009 McGee St. VI 2-4750 
KANSAS CITY, MO. 


Our SOLUTIONS are made exclusively for 
us. They are prepared by a certified chem- 
ist. We offer: 


Acetic Acid, 1%-10% 

Alkaline Copper Tartrate, Folin 
Copper Sulfate 5% 

Gower's Solution 

Hayem's Solution 

Hydrochloric Acid N/I, N/I0 
Nessler's Reagent, folin-dilute 
Potassium Oxalate 20%, 

Robert's Reagent 

Sulfosalicylic Acid: 3%, 5%, 20% 
Sulfuric Acid N/1I2, 2/3 N 
Wright's Stain & Stain Buffer 


@ And Other Solutions & Reagents 

@ Varied Sizes 

@ Fresh Preparations 

@ Write Us or Ask Our Representative 


Munns Medical Supply Company, Inc. 
Medical Arts Bldg. 
P.O. Box 399 Topeka, Kansas 


1961 


Be sure your cards and 
packages are signed, sealed 
and delivered with 


CHRISTMAS 
SEALS 
TO FIGHT TB 


ANSWER YOUR CHRISTMAS 
SEAL LETTER TODAY 


\ 
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Protection Against Loss of Income From Accident and Sickness 
as Well as Hospital Expense Benefits for You and All Your 


Eligible Dependents. 


ALL PHYSICIANS 


SURGEONS 
DENTISTS 


PHYSICIANS CASUALTY & HEALTH 
ASSOCIATIONS 


OMAHA 31, NEBRASKA 
Since 1902 


Handsome Professional Appointment id 
Book sent to you FREE upon request. 


THE LATTIMORE-FINK 
LABORATORIES 


Topeka — El Dorado 
Kansas 


Hull, A.B., Bacteriologist 
. B. Norris, A.B., Chemist 


Anatomical and Clinical 
Pathology 
A.M.A. Approved School of 
Medical Technology 


Containers Furnished Upon Request 


Index to Advertisers 


Hanicke, P. W., Manufacturing Company .......... 43 
Lattimore-Fink Laboratories’... 44 
Lederle Laboratories ............ 6, 20; 
29 
Mead-Johnson Laboratories 46 
Medical Protective Company ...................05- 42 
Munns Medical Supply Company .................. 43 
Physicians Casualty & Health Association ............ 44 
Rowins “A: Conpany; Ine. « Facing 36 
University of Kansas Medical Center ................ 38 
Winthrop Laboratories ............ 5, 8, 15, 26, 32, 41 


ADVERTISING 


All advertising contracts, and all copy from 
advertisers under contract are subject to ap- 
proval of the editorial board. Copy should be 
received by the 15th of the month immediately 
preceding the month of publication. 
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ALL 
; COME FROM 60 70 
: A. A. Fink, M.D., Pathologist-Director 
"9 C. G. Hermann, M.D., Pathologist 
J. L. Lattimore, M.D., Pathologist 
H. C. Ebendorf, M.T., Serologist 
A. C. Keith, B.S., Chemist 
Ww 


AN AMES CLINIQUICK® 


CLINICAL BRIEFS FOR MODERN PRACTICE 
Quality of diabetic control & 
Quantitation of urine-sugar 


In the diagnosis of diabetes, the urine-sugar 
test may be little more than a screening adju- 
vant. But in the everyday management of 
diabetes, the urine-sugar test is the most prac- 
tical guide we have.' Routine testing, however, 
should not only detect, but also determine the 
quantity of urine-sugar. Quantitative testing is 
essential for satisfactory adjustment of diet, ex- 
ercise and medication. Furthermore, day-to-day 
control of diabetes is in the patient’s hands. 
Quality of control is thus best assured by the 
urine-sugar test which permits the most accu- 
rate quantitation practicable by the patient. 


CuinitEst® permits a high degree of practical accuracy and is very convenient.? Its clinically stand- 
ardized sensitivity avoids trace reactions, and a standardized color chart minimizes error or 
indecision in reading results. Cuinttest distinguishes clearly the critical 4%, 42%, %%, 1% and 
2% urine-sugars. it is the only simple test that can show if the urine-sugar is over 2%.* Your nurse 
or technician will appreciate these advantages; your patient on oral hypoglycemic therapy will find 
them helpful. Furthermore, Ciinitest may be a vital adjunct in the management of the diabetic 
child or the adult with severe diabetes. 
(1) Danowski, T. S.: Diabetes Mellitus, Baltimore, Williams & Wilkins, 1957, p. 239. (2) McCune, W. G.: M. Clin. 
North America 44:1479, 1960. (3) Ackerman, R. F., et al.: Diabetes 7:398, 1958. 


FOR PRACTICAL ACCURACY OF URINE-SUGAR QUANTITATION 


Standardized urine-sugar test...with 


COLOR-CALIBRATED 


BRAND Reagent Tabiets 


GRAPHIC ANALYSIS RECORD 


A line connecting successive urine-sugar read- 
ings reveals at a glance how well diabetics are 
cooperating. Each Cuinitest Set and tablet ,re- 
fill contains this physician-patient aid. 


AMES 


COMPANY. INC 
Indiona 


. 
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Now...two new products to supply 
the iron infants and children need 


at the ages they need it 


TRI-VI-SOL 


VITAMIN DROPS WITH IRON 


DECA-VI-SOL 


CHEWABLE VITAMINS WITH IRON 


These two new formulations—one for infants, one for older children 
—are distinctive additions to the present line of Vi-Sol® vitamins, 
thereby providing the choice of Tri-Vi-Sol drops with and without 
iron and Deca-Vi-Sol chewable vitamins with and without iron. 
Both new products taste good. The packaging carefully limits 
elemental iron to a total of 500 mg. per bottle. Nevertheless, the 
bottles should be kept out of the reach of children. 


Tri-Vi-Sol vitamin drops with iron, Each 0.6 cc. daily dose supplies 10 mg. 
elemental iron plus safe, rational amounts of vitamins C, D and A. Supplied 
in bottles of 30 cc. 


Deca-Vi-Sol chewable vitamins with iron, Each chewable tablet supplies 10 mg. 
elemental iron and safe, rational amounts of C, D and A plus seven significant 
B vitamins. Supplied in bottles of 50 chewable tablets. 


Bibliography: (1) Jacobs, I.: GP 2/:93 (Jan.) 1960. (2) Shulman, I.: J.A.M.A. 175:118-123 
(Jan 14) 1961. (3) Moore, C. V., in Wohl, M. G., and Goodhart, R. S.: Modern Nutrition 
in Health and Disease, ed. 2, Philadelphia, Lea & Febiger, 1960, p. 243. 


10 mg. of prophylactic iron... 
logically combined for your 
convenience with two of the 
most widely used and accepted 
pediatric vitamin products 


Mead Johnson 
Laboratories 


Symbol of service in medicine aconst 
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